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done /.on- myopia, characterized by a myopic refractive error 
less than - 3 A/eJiian myopia, characterized by a myopic 
refractive error of - 30 to <-6D High myopia, with 
refractive power more than -6D. 

Ocular manifestations ofdcgcncrative myopia. 

(a) Anatomical manifestations: The more 
important anatomical abnormalities found in extremely 
myopic individuals include increased axial length .corneal 
astigmatism, deep anterior chamber, angle iris processes, 
zonular dehiscences, vitreous syneresis. lattice retinal 
degeneration, scleral expansion and thinning, decreased 
ocular rigidity, posterior staphyloma, tilted disc, 
haloatrophy, macular lacquer cracks, pigment epithelial 
thining, choroidal attenuation, myopic crescent, anular 
crescent, post staphyloma. Lacquer cracks. Elscling pearls, 
lattice degeneration, retinal holes, retinal tears. Hoishe shoe 
tears, vitro retinal tractions, snow flake degeneration, paring 
stone degeneration etc. 

(b) Functional manifestations: These include 
image minification, anisometropic amblyopia, subnormal 
visual acuity, visual field defects, impaired dark adaptation, 
abnormal colordiscrimination and suboptimal binocularity. 
Treatment Options 

a. Optical Correction 

Optical correction in the form of spectacles or 
contact lenses provides clear distance vision Eyeglasses are 
the most common method used to correct myopia. Concave 
glass or plastic lenses are placed in frames in front of the 
eyes. The lenses are ground to the thickness and curvature 
specified in the eyeglass prescription. The lenses cause the 
light ra\ s to diverge so that they focus further back, directly 
on the retina, producing clear distance vision. 

. Whether spectacles or contact lenses are preferable in a 
given case depends upon numerous factors, including 
patient age, motivation for wearing contact lenses, 
compliance with contact lens care procedures, corneal 
phvsiology. and financial considerations. 

b. Ref ractive Surgery 

Refractive surgery is evolving field of 
ophthalmology focusing on the correction of refractive 
errors of eye including myopia. The ultimate goal of 
refractive surgerv is to obtain vision that is quantitatively and 
qualitatively better than that which can be obtained using 
spectacles and contact lenses with a procedure that is 
adjustable and reversible. There are several refractive 
surgerv methods in use; others are in various stages of 
research and development. 

Radial Keratotomv ( R K ) ; 

In radial keratotomy (RK), a spoke-like radial 
patteni of incisions in the paracentral cornea weaken a 
portion of the cornea. The weakened part steepens while the 
central cornea flattens. The amount of resultant refractive 
change depends on the size of the optical zone and the 
number and depth of the incisions. The method is used to 
treat myopia in the range of - 2.0 to - 6.0 D. The reported 
visual complications of RK include diurnal variation of 
refraction and visual acuity, glare, monocular diplopia, a 
presumably permanent reduction in best corrected visual 
acuity, increased astigmatism, irregular astigmatism, 
induced anisometropia, and a gradual shift toward hyperopia 
that continues for months or years after the surgical 


procedure. 

This shift toward hyperopia can lead to early ons--. 
of presbyopic symptoms. RK Incisions may also decre.\n 
the structural Integrity of the globe. 

(PRh). The most recent development in vision correction L 
a procedure called Photorcfractive Keratectomy or PRK 
Although the approach is similar to RK. in that the cornea i. 
modified to correct vision, the process is vastly different with 
remarkable improvements in patient risk and correciinn 

capabilities. Rather than making cuts in the cornea thePRK 

process uses an cxcimer laser to sculpt an area 5 to <) 
millimclcrs in diameter on the surface of the eye Th‘ 
process removes only 5-10% of the thickness of the cornea 
for mild to moderate myopia and up to 30% for extreme 
myopia. The major benefit of this procedure is that the 
integrity and the strength of the corneal dome is retained The 
excimer laser is set at a wavelength of I93nm. which can 
remove a microscopic corneal cell layer without damaiiim? 
any adjoining cells. This allows the practitioner to make 
extremely accurate and specific modifications to the cornea 
with little trauma to the eye.This ability to sculpt, rather than 
cut, opens up the arena for treating additional vision 
conditions. At this stage, there arc excimer laser machines 
that with a combination of masks and computercontrols can 
reliably treat myopia, hyperopia and now astigmatism The 
method is used to treat myopia in the range of- 1 .0 to- 6.0 D 
Best results are achieved for myopia of up to - 3 5 d 
P ossible problems include delayed surface healing, corneal 
haze and or scarring, over or undercorrection, and the 
development of astigmatism. Some individuals can have a 
poor or excessive healing response. 

Laser In Sila Keratomileusis (LASIK): It is a 
procedure in which an anterior flap of cornea is lifted with a 
keratome and an excimer laser is used to sculpt the stromal 
bed to change the refractive error of eye. It can be used to 
correct 0.5-12D of myopia. Despite the overwhelming 
success of LASIK, complications of LASIK may result in 
poor visual outcomes. LASIK complications include free 
cap. incomplete flap, buttonhole, thin flap, rregular flap, flap 
dislocation, and intraocular penetration. 

Laser Suhepilhelial Keratomileusis (LASEK): It is 
simple, inexpensive procedure that Involves the creation of 
an epithelial flap after exposure to trephine. 1 8% alcohol, for 
25 seconds and subsequent replacement of flap after laser 
abalation.' ' The method is used to treat myopia in the range 
of- 1.0 to - 1 2.0 D (or even up to - 15D) 

Prevalence 

Myopia is the most common eye disorder and is 
significant health problem associated with increased risk of 
visual loss around the world . Myopic chorioretinal 
degeneration is the fourth most frequent cause of blindness 
and accounts for 8.8% of all causes . The prevalence of 
myopia varies by country and by ethnic group, reaching as 
high as 70-90% in some Asian populations ■ In Europe and 
America its prevalence varies between 30- 40% while in 
Africa 10-20% of the population is affected*. Myopia 
affects 25% population in United States . It may exceed 65% 
in Chinese or Indians^ ’. Our unpublished data indicates 
4.87% prevalence In school going students in Srinagar city 
(lA.TQand KIA-Unpublisheddata) 

High myopia affects 27-33% of all myopic eyes 
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corresponding lo prevalence of 1 .7.2% in general population 
in United States In Japan high myopia reportedly affects o- 
18% of myopes and 1-2% of general population 
Prevalence of high myopia in France is 3.2% and up to 9.6% 
in Spain . 

rrhnic diversi ty affects mvonia . . * 

Ethnic diversity appears to distinguish different 
groups with regard to prevalence. Caucasians seem to have a 
hiaher prevalence than African Americans . Jewish 
Caucasians have been found to have higher myopia 
prevalence than general Caucasian population in both US 
and European population surveys; orthodox Jewish males in 
particular show increased susceptibility ' . 

Etiolo^ . . 

One of the oldest arguments surrounding myopia is 

whether the condition results from hereditary factors or 
environmental influences such as reading, close work, 
accommodation and diet. There is strong evidence that both 
heredity and environment play a role in the development of 
myopia and the “nature vs. nurture" debate has been on for a 
while. 

Environmental influences: There are various evidences, 
which prove that environment plays a role in the 
development of myopia. Environmental factors, such as 
educational level, occupation, and individual income, have 
been associated with the prevalence of myopia'. Other 
personal factors, such as reading habits and use of 
computers, may also affect the progression to high myopia 
Occupational groups with prolonged hours of close up 
work such as microscopists and carpet weavers have a higher 
incidence of adult -onset myopia and higher rates of myopia 
progression in adulthood .The correlation between level 
of academic achievement and the prevalence and progress of 
myopic refractive errors is strong; people whose professions 
entail much reading during either training or performance of 
the occupation (lawyers, physicians, microscopists, and 
editors) have higher degrees of myopia and the myopia may 
progress not just in people’s teenage years but throughout 
their 20's and30’s'*. 

The rapid increase in the prevalence of myopia over 
the last several decades suggests that environmental factors 
are important '' Cordain et al '' suggest a positive correlation 
for myopia with increased consumption of carbohydrates, 
hyperinsulinemia and type 11 diabetes. 

Animal models of myopia: Modern research on animals 
leaves no room for doubt that ultimate shape of the eye can 
be severely influenced by environmental factors. Whether 
using primates (monkeys, marmosets or tree shrews) or 
chickens, investigators have shown that when a clear formed 
image is not allowed to be focused on retina (by saturing up 
eyelids or placement of translucent goggles or minus diopter 
contact lenses) high myopia will develop in the eyes of 
young animals Before we conclude that myopia in 
humans is analogous to experimentally induced myopia in 
animal models, we should bear in mind that naturally 
occurring disease processes causing deprivation of formed 
vision do affect human infants. In'periocular haemangiomas 
and congenital cataracts, the two conditions that have been 
most studied, occlusion of visual axis occurs in first few 
months of life In eyes that are not treated promptly, axial 
elongation and myopia develop. Other conditions that are 


associated with myopia include congenital ptosis, 
oerinatal. vitreal and retinal haemorrhages and 
inflammatory keratitis. These naturally occurring 
experiments of deprivation of formed vision arc consistent 
with animal models previously described. 

Genetic predisposition: Despite the many years ot 
research, little is known about the precise molecular defects 
and abnormal biochemical ptithways that result in myopia. 
Compelling data from familial aggregation and twin 
studies indicate that susceptibility to myopia is inherited. 
Several familial aggregation studies have reported greater 
prevalence of myopia in children of myopic parents 
compared to children of non-myopic parents Several 
twin studies have demonstrated a very high heritablity tor 
myopia. Other recent genetic studies of families with high 
myopia have reported significant linkage to regions on 
chromosome X (MYPl), 18pll.31 (MYP2), I2q2j.l*24 
(MYP3), l7q21-22 , 7q36 and 2q37.1 ' The 18p 
candidate region has been confirmed in an independent 
study of high myopia .Muttietal examined the hypothesis 
that families with milder, juvenile onset myopia may show 
linkage to these same candidate regions. They found no 
evidence to support such a role in this more common form 
of myopia but their study was not so powered in presence of 
heterogeneity. 

Candidate genes 

The direct analysis of the sequence within a critical region 
can be the most accurate, precise and efficient approach to 
the disease gene identification. This is particularly true for 
instances where the ‘perfect' candidate gene (based on 
function or expression) does not exist within a defined 
critical region. It Is true for a disorder such as myopia, in 
which temporal and spatial expression of the disease gene 
is not known, and could be restricted to early development 
and to any eye component. All genes that map within the 
I8pll.3 (MYP2) critical region are therefore candidate 
disease genes based on position. 

There a 9 known genes that are considered 
candidates based on mapped position within the MYP2 
interval. These 9 genes include clustrin-like 1 (CLUI), 
elastin microfibril interfacer 2 (EMILIN 2). lipin 2 (LPIN 
2), myomesin 1 (MYOM 1), myosin regulatory light chain 3 
(MRCL3), myosin regulatory light chain 2 (MRLC 2), 
transforming growth factor a-induced factor (TGIF a), 
large Drosophila homolog associated protein 1 (DLGAPI) 
and zinc finger protein 161 homolog(ZFP 161). Mutation 
analysis of these 9 encoded positional candidate genes did 
not identify sequence alterations associated with the 
disease phenotype."* Similarly Lumicam (LUM) and 
Fibromodulin (FMOD) have been excluded as candidate 
genes in MYP3 associated high grademyopia. ' 

TGIF was earlier demonstrated to be candidate 
gene for high myopia r TGIF is a DNA binding 
homeodomain protein that belongs to TALE hoineobox 
family.‘’“ It is a transcription repressor with multiple 
actions, including a role in retinoid responsive 
transcription.'^ TGIF mutations are associated with 
holoprosencephaly, a congenital craniofacial and brain 
anomaly disorder"*'"’" 


Discussion 


JK-PracliuonerVol 14. No 2. April-June20n7 


67 


review 


The observations establishing the linkage of several 
loci with high myopia may be indicative of the involvement of 
more than one gene in the disease process. It is likely, that such 
an association may simply reflect variants of the disease rather 
than any ethnic diversity at genetic level. Furthermore, the 
parameters defining high myopia being less stringent have 
contributed to the diverse picture. However, genetic 
complexities associated with several disorders strengthen the 
possibility of high myopia being a multigenic disorder, 
Several chromosomal regions have been attributed to harbor 
the potential candidate gene for high myopia, a few of them 
implicated without any authentic attribution to the genetics of 
the disease. The only substantial evidence for the candidature 
thus for, may have been obtained for TGIF gene with several 
SNPs reported Such polymorphisms have more often than 
none reflected the variations in one or a set of ethnic 
populations than being of general significance with regard to 
disease attribution. Such data nonetheless has oriented the 
focus of disease genetics more toward the origin of the 
population ratherthan the size. 

We are attempting to investigate a cohort of two and 
three generation high myopic families from across Kashmir 
region for genetic studies. In an ideal scenario a larger family 


with nine or more individuals affected would be m 
informative. Despite this iimitation, the ethnic backaronna 
associated with even smaller families would be of immen^ 
significance in terms of the genetic evaluation a„d 
comparison to other studies taken up globally We are akn 
trying to substantiate the relevance of loci believed to h 
associated with the disease and verifying the authenticitv rf 
genes like TGIF that have been implicated, though 
controversially, in the disease process. ^ 

Conclusion 

Myopia is a huge public health problem worldwide 
Severe myopia is a cause of visual disability and leads to 
vision impairment and blindness In addition to human cost of 
visual disability there is profound economic cost on society 
Substantial resources are required for optical correction of 
myopia with spectacles, contact lenses and surgical 
procedures. Since no current treatments can reverse^ the 

structural changesofpathologica! myopia, preventingmyopia 

is a challenge before scientists researching vision 

Understanding the mechanisms and factors that affect ocular 

growth is prerequisite to the development of therapeutic 
strategies . 
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Over the last few decades it has become increasingly clear that 
atherosclerois is not merely a disease caused by increased accumulation ot 

lipids in the arterial walls butamore complex process, the nature of which is 

inflammatory. Inflammation is involved in the initiation (atherogenesis), 
lesion progression and ultimately the complications (Plaque disruption and 
thrombosis) of atherosclerosis. Most of this evidence has come from clinical 
and epidemiologic data as from basic morphologic studies . 

Atherogenesis: j 

The chronic inflammatory response of the arterial wall is initiated 

by some form of chronic or repetitive injury to the endothelium ' . Animal 
studies have shown that initiation with an atherogenic diet causes changes in 
the endothelial ceils with development of focal regions of chronic 
endothelial injury usually subtle with resultant endothelial dysfunction 
leading to increased endothelial permeability and increased leukocyte 
adhesion'. Early human lesions may however, develop at sites of 
morphologically intact endothelium .Thus non-denuding endothelial 
dysfunction and activation are more important in human disease; these are 
manifested by increased endothelial permeability. Increased leucocyte 
adhesion and alterations In expression of a number of endothelial gene 
products like intracellular adhesion molecule 1 (ICAM-1) and vascular 
adhesion molecule 1 (VCAM-I) leading to adhesion of blood monocytes 
and T cells to the endothelium with migration of blood monocytes into 
intima and their transformation into foam cells and macrophages ' . This 
migration is mediated by chemokines like mono-attractant protein I (MCP- 
1 ) generated by the macrophages . 

The process after initiation is augmented by expression of 
inflammatory cytokines such as macrophage colony stimulating factor 
(MCSF) which modify macrophages so that they ingest more lipoprotein 
particles and promote macrophage proliferation. This process is augmented 
by attraction and participation of B and T cells. Later cytokines (L - 
interferon and tumour necrosis factor alpha (TNFa) are secreted to cause 
migration and proliferation of smooth muscle ceils (SM Cs) and stimulation 
of endothelial cells". The inflammation further causes the SMCs to 
secrete enzymes which digest and degrade structural proteins in the arterial 
wall allowing migration of SMCs out of the media into the intima thereby 
initiating plaque development . This migration Is also caused by release of 
factors from platelets (platelet derived growth factor PDGF) and vascular 
cells. The SMCs proliferate in the intima. elaborating intracellular matrix 
leading to accumulation of collagen, elastin and proteogly cans thus 
converting the fatty streak intoa fibrofatty atheroma . 

What initiate endothelial dysfunction in early atherosclerosis? 
Endotoxins, hypoxia, products of cigarette smoke, homocysteine, viruses 
and other infectious agents have been implicated '. The two most important 
determinants of endothelial alteration are hemodynamic disturbances and 
adverse effects ofhypercholesterolemia'" . 

Plaque Progression : 

On continuation of the inflammatory' process more mediators are 
released which promote SMC proliferation. The CD 40/CD 40L interaction 
between activated T ceils and macrophages leads to expression of tissue 
factor (TF) which promotes coagulation, expression of metaloproleinases 
(MMPs) promoting protein degradation and expression of additional pro- 
inflammatory cytokines-'. Mast cell degranulation also causes plaque 
progression. Continuation of the inflammatoiy' process leads to progression 
of lesion to complex plaques with necrotic lipid cores and 
neovascularization. Rupture of the fragile vessels leads to plaque expansion 
and increase in the lipid core leads to plaque instability. Pro-inflammator> 
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cytokines secreted by activated T cells decrease production 
of structural proteins that help stabilize the plaque with death 
of SMCs and macrophages leading to decreased collagen 
synthesis. MMPs lead to degradation of fibrous cap and these 
events ultimately cause plaque vulnerability and weakness 
and thrombotic tendencies 
Vulnerable Plaques : 

It has been shown that majority of acute coronary 
events occur at arterial sites which do not show significant 
stenosis but rather have plaque characteristics that make 
them prone to thrombosis. The plaques occur at branch points 
and along posterior wall of the descending and abdominal 
aorta, supporting the concept of hemodynamic disturbances. 
The turbulent flow and shear stress cause focal areas of 
endothelial dysfunction and predispose to development of 
lesions at these sites' *. Alterations of shear stress and 
disturbed flow induce endothelial genes with potential pro- 
inflammatory and proatherogenic activities including 
cytokines and adhesion molecules. The products of these 
genes actually protect the lesion and these are therefore, 
named atheroprotective genes '*•. This explains the non- 
random localization of early atherosclerotic lesions. This 
also causes Increased endothelial permeability and cell 
turnover and enhanced receptor mediated low density 
lipoprotein (LDL) endocytosis and insulation into the vessel 
wall and modification by oxidation’. The factors which 
promote plaque instability are circumferential and shear 
stress, vasospasm, necrotic lipid core, neovasculrization. 
erosion and fissuring of fibrous cap, MPPs, SMCs. nodular 
calcification and inflammation 

The main initiating factor of thrombosis is plaque 
erosion and fissuring which exposes the prothrombotlc 
surface to the luminal blood causing adhesion of platelets to 
these focal points of endothelial denudation and to the 
adherent leukocytes. Release of factors from the activated 
macrophages, platelets or vascular cells cause migration of 
SMCs from the media to the intima. In case of plaque 
fissuring the process is more dramatic and subsurface 
elements like-collagen. TF. Von Willebrand factor(VWF)are 
exposed. Other factors like interleukin l(lLl), tumour 
necrosis factor alpha (TNFa) and CD 40 L cause further 
adhesion of leukocytes '. 


If the inciting event persists, SMCs proliferate, 
extra-cellular matrix is deposited in the intima and the fatty 
streak is converted into a fibro-fatty atheroma leading to 
progression of the atherosclerotic lesions". The SMC 
proliferation is modulated by inhibitors including heparin 
like molecules present in the endothelial cells and SMCs or 
TGF-B derived from endothelial cells and macrophages. 
Further more activated inflammatory cells and immune cells 
in the plaque can lead to death of intimal SMCs by apoptosis 



Role of lipids: Hypercholesterolemia impairs 
endothelial function. Chronic lipidemia causes accumulation 
of lipids within the intima at sites of increased endothelial 
permeability. Oxidative modification of lipids by free 
radicals generated in macrophages or endothelial cells 
yields oxidized LDL (ox LDL) \ 

These modified lipoproteins induce inflammatory 


changes in the arterial wall, ox LDL proi^es expression"^ 
of adhesion molecules and induces chemokincs and oro- 
inflammatory cytokines. The apoprotein part acts alan 
aungen for T cells thereby inducing an' nflammator; 
response as well. This is chemotactic for circulating 
monocytes and decreases the motility of macrophaEcs It 
IS a so immunogenic inducing production of antibody to 
ox-LDL. Very low density lipoproteins ( VLDL) and other 
lipoproteins have significant atherogenic potential thev 
are oxidized to produce superoxide and other free oxvEcn 
radicals that deactivate nitric oxide, the maior 
endothelium-releasing factor. Oxidative stress also 
activates NF LB and endothelial gene expression of 
numerous biologically active molecules. High density 
lipoproteins (HDL) may have the opposite effect This 
concept of hyperlipidemia and oxidative stress is 
consistent with experimental and clinical studies showino 

protection from atherosclerosis by antioxidant viiarninsm 

Carotene and Vitamin E) and drugs that decrease 
generation of oxidants (probucol) •. Moreover, cholesterol 
lowering drugs and antioxidants therapy improve clinical 
measures of endothelial dysfunction . Further work is 

being done to elucidate the role of oxidative stress in 
atherosclerosis . 

Hvpertenylon causes increased stress on the arterial wall 
leading to endothelial dysfunction. It also has a link with 
inflammation through angiotension II which has been 
implicated in the production of oxygen species and 
promotion of effects of inflammatory cytokines 1 L-6 and 
MCP-I. 

PiflbgtgS through hyperglycemia causes 

changes in the macromolecules with formation of 
advanced glycation end products (AGE). These proteins 
interact with receptors and cause expression of pro- 
inflammatory cytokines , 

leads to diabetes mellitus through insulin 
resistance. It also causes elevation of lipoproteins 
associated with atherogenesis. The adipose tissue also 
produces cytokines such as 1 L-6 and TNFa . 
Roleofinfectious agents : 

Generalized infections can lead to the production 
of circulating inflammatory cytokines and mediators 
which influence the promotion of atherosclerotic lesions 
“ In animals certain viruses like Mareks disease agent 
cause plaques in the aorta' and also lead to vasculitis’. In 
addition, coagulation, fibrinolysis and hemodynamics 
are all influenced by general and chronic infections , 
Herpes virus and cytomeglo virus (CMV) have been 
detected in human atherosclerotic plaques ", 
Epidemiological and therapeutic studies seeking the 
association between atherosclerosis and organisms like 
chlamydia pneumonia, Helicobacter pylori, herpes, 
simplex virus and CMV have however remained elusive. 
Antibiotic therapy has however, shown to reduce 
recurrent clinical events in patients with ischemic heart 
disease. Gupta et al "have shown that infective organisms 
might potentiate the complications of existing lesions. It 
may also potentiate the local effects of known risk factors 
like hypercholesterolemia by accelerating the chronic 
inflammatory pathways or altering the response of 
vascular wall to injury through circulating Inflammatory 
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ingammatorv makers in ather osclerosis: 

New markers for cardiovascular risk and 
development of atherosclerosis have recently come up after 
the role of inflammation in promoting heart disease has been 
explained"' A recent publication stresses on “vulnerable 
patient” rather than a “vulnerable plaque”. The vulnerable 
patient includes the triad of vulnerable plaque, vulnerable 
blood and vulnerable myocardium". A significant 
correlation between the inflammatory marker C reactive 
protein (CRP), lL-6 and TNFa in older patients with 
cardiovascular events has been shown by the Health ABC 
study (2003)“ carried out on 2200 patients. These markers 
were independent precursors of cardiovascular events in the 
elderly. Furthermore, levels of CD 40L in the blood in 
healthy women and in patients with acute coronary 
syndromes showed an increase in future cardiovascular 
events*. This study points out towards the role of these 
markers in the pathogenesis ofatherosclerosis. 

CRP : 

This was the first marker to be associated with 
atherosclerosis on observation that its high levels were an 
independent prediction of cardiac events, some studies 
showed It to be a better predictor than LDL" *’ . It causes belter 
endothelial cell activation, survival and proliferation of SM 
Cs indicating it to be a powerful proatherosclerotic factor. 
Interleukin 18 is a member of the interleukin family and has 
strong association with coronary artery disease. It plays a 
role in the inflammatory component of atherosclerosis. Its 
blockade leads to formation of a stable plaque with lesser 
inflammation and lipids, increased collagen and SMCs. Its 
levels have also shown to decrease with weight loss* 

CD 40/CD 40L : 

This system was originally described in T and B 
cell interaction and recently has been shown to be involved 
in the pathogenesis of chronic inflammatory diseases 
including atherosclerosis. It is expressed by T cells, 
endothelial cells, SMCs and macrophages. Its changes 
ultimately lead to plaque instability and plaque vulnerability 
due to non-repair of vascular erosions. This is a good 
predictor of serious and fatal complications in women with 
acute coronary artery disease” *. 

P rotease-activated receptors f PA Rs^ 

These are involved in tissue responses like 
inflammation and repair, in the initiation, progression and 


complications of atherosclerosis. They ^ 

expressing cytokines, causing inflammatory cell adhesion. 
SMC migration and platelet activation ■ . 

I .pptin like oxidized LDLrec eptor IfLOXI): 

This has been identified as a major receptor for ox 
LDL in endothelial cells, macrophages and SMCs. In 
addition to binding ox LDL, It also binds apoptotic cells, 
platelets. AGE products and pathogenic organisms. It 
potentiates atherogenesis by decreasing nitric oxide 
production, inducing apoptosis, causing monocyte 
adhesion and triggering the CD 40/CD 40L path way. 
Reactive oxygen species (ROS) are produced which 
inactivate NO and lead to instability of the fibrous cap' . 
Lipoprotein -associated phospholi pase A2: 

(Lp-PLA2) and secretory phospholipase A2(SPLA2) 

Plasma levels of Lp-PLA2 are a strong risk factor 
for coronary artery disease (CAD) in patients with 
hypercholesterolemia |?ut not in healthy patients. This 
enzyme produces two products, lysophosphatidyl choline 
(Lyso PC) and non-esterified fatty acid compounds. The 
former attracts monocytes. Plasma levels of SPL A2, an 
acute phase reactant have been shown to be a new 
independent risk factor for CAD " ' . 

Matrix Metaloproteinase-9 (IV1IMP-9) : 

This is a family of enzymes containing zinc and 
are involved in the proteolysis of extra-cellular proteins 
like collagen, elastin and proteoglycans. The destruction of 
elastic fibers contributes to formation of atherosclerotic 
aneurysms”". These enzymes are inhibited by tissue 
inhibitors of metallo-proteinases (TIMPs). They play a 
role in vascular remodeling, restenosis, cardiac 
dysfunction and atherosclerosis. These are found in the 
shoulder region of atherosclerotic plaques, which is the 
commonest site of plaque disruption. Elevated plasma 
levels have been shown in type 11 diabetic patients with 
CAD. Elevated levels have been shown to have an 
increased risk of death in heart disease patients. Statins 
Inhibit their secretion thus leading to plaque stabilization' . 

These new markers are exciting developments in 
the understanding of atherogenesis and in the development 
of its complications. They also allow us to study the role of 
inflammation and to identify additional groups of patients 
at risk for heart disease and to identify new avenues for 
pharmacological intervention independent of or In 
addition to lipid modulation. 
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Clinical pattern and etiology of pleural effusiontExperience from 

Riyadh Medical Complex 

Abdullah A. Abba, Mohamed Z. Khalil, Fahad Al-Majeed 


This study was a retrospective analysis of data obtained from the medical records 
bed community hospital in central Saudi Arabia with a diagnosis of pleural effusion over « 

January 2005 and December 2005. Demographic, clinical, laboratory and Atotal of loTpaTents with 

diagnosis was based on compatible clinical and laboratory features and response to 

mean age of48.7± 1 8.9 years (range 13-90). with a diagnosis of pleural effusion were 'oc.'oded '""os y^ y 

patients (68.2%) were males and 68 (63.6%) were Saudi. The etiolop was established m 101 P" * 

The most common presenting ciinical features were productive cough and breathlessness in 23 patients (2 1 .4 'oPowed 
by fever in 20.5% of patients. Patients presenting with tuberculous pleural effusion were significantly younger than those 
with cardiac failure and malignancy ( p < 0.007 ). The pleural effusion was exudative in 76 (71 /o) patients. Para- 
pneumonic effusion was found in 33 (30.8%) patients leading other causes, while CCF. malignancy, and TB were less 
commonly found in 24(22.4%). 14(13.1%), and 12 (1 1.2%) patients respectively (p d" 0.0001 ).The duration of stay was 
not significantly difTerent between the groups but patients with complicated parapneumonic efTesions stayed signiiicant y 
longer than patients with simple effusions {p< 0.00 ! ). The clinical presentation of pleural effusion is variable, however, 
productive cough and dyspnea are the most common symptoms. The rank order of causes of pleural effusion in our setting 
seems to vary from other local studies and studies from other countries. This may be a reflection of the changing disease 
pattern in the Kingdom. 
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introduction: 

Pleural effusion is an excessive accumulation of fluid between the 
parietal and visceral pleural layers resulting from local disease or a 
systemic cause of an alteration in the haemodynamic factors governing the 
clearance of pleural fluid. It is a common problem caused by a variety of 
mechanisms and diseases. Despite the advances made in diagnostics, the 
etiology cannot be determined in some patients with pleural effusion. This 
figure may be as high as 25% of patients .It Is imperative to establish the 
diagnosis of pleural effusion in every patient, and every attempt should be 
made to reach a correct diagnosis. Pleural effusion indicates the presence of 
disease that may be pulmonary, pleural, or extrapulmonary. The standard 
approach would be a thorough history and physical examination aided by 
diagnostic evaluation. While several guidelines are provided to help 
clinician in their work up for pleural effusion, among which is the British 
Thoracic Society guidelines for the investigation of a unilateral pleural 
effusion in adults', knowledge of iiie local pattern definitely aids in 
streamlining the approach . The type of subject covered by a study also 
determinesiheetiologic pattern. 

In the Kingdom of Saudi Arabia (KSA). the available data on the etiology 
and clinical pattern of pleural effusions are not sufTicieni to draw a 
conclusion ’. Furthermore, the etiology of pleural effusion may be changing 
due to the rapid urbanization and hence the change in disease pattern 
affecting the people living in KSA. Therefore, we designed and conducted 
this study to obtain the clinical pattern and etiology of pleural effusions 
amongadultsadmittedto a large general hospital in KSA. 

Materials and Methods: 

This is a hospital based retrospective study, conducted by 
acquiring data from the medical records of patients admitted to a lame 
community hospital of 1 500 beds in Central Saudi Arabia with a diagnosis 
of pleural effusion over one year period (between January 2005 and 
December 2005). All patients admitted with a primary or secondary 
diagnosis of pleural effusion according to the ICD classification (5 1 1 .9) 
were included. Demographic, clinical, laboratory and radiological features 
were documented. Pleural fluid analysis was used to classify effusions into 
exudatates or transudates based on Light's criteria . Treatment and outcome 
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Fig; I Etiology of Pleural effusion in order of fequency effusion during the period of Study. Complete data could be 

retrieved from 107 of the charts. The average ace of th 
population was 48.69 years +/- 18.89 (range 13~90) Th 
were 73 (68.2%) males and 68 (63.6%) Saudi Seventv 
seven ((71.9%) of the patients had exudative effusion^ 
according to Light’s criteria while 30(28.1%) had 
transudates. Figure 1 gives the etiology of pleural effusion 
the most common being parapneumonic effusion 

33(30.8%), heart failure 24(22.4%), malignancy 14(13 5 ^ 

and tuberculosis 12 (11.2%). Others include trauma 
9(8.4%), hepatic hydrothorax 4(3.7%), connective tissue 
disease 2(1.9%) and nephrotic syndrome in 1(0.9%) in 
6(5.6%) patients there was no definite diagnosis in spite of 
extensive investigations. Table 1 shows that tuberculous 
effusion and trauma is significantly more common among a 
younger group of patients. A one way analysis of varience 
between the etiological factors and age showed 
significantly younger population had tuberculosis than 
heart failure ( p < 0.0001) and malignancy ( p < 0.007) 
were noted. The final diagnosis was based on compatible Productive cough and dyspnoea were the most commonly 

clinical and histological features and therapeutic response encountered symptoms irrespective of the etiology it jj 

based on the following criteria: parapneumonic effusion - clear that there is no clear symptom pattern that favors a 

underlying pneumonia, bronchiectasis or lung abscess or particular etiology although a complaint of lower limb 

presence of . 

purulent fluid or Tablet: Distribution according to nationality gend<r, age and duration ofstay among the common causes of pleural effujlon* 



positive 
bacterial culture 
from fl u i d : 
congestive heart 
failure - 
compatible 
clinical 
features, 
absence of lung 
infiltrates and 
response to 
a n t i fa i I u re 
therapy; 
tuberculous - 
presence of acid 
fast bacilli in 
fluid or pleural 
biopsy or 
c a s e a t i n g 
granuloma on 
pleural 


adequate ' ' 

response to anti- 

tuberculous ® 1 ' |' 

therapy; | ^ ^ 

neoplastic - 

presence of neoplastic cells on pleural cytology or 
histology. Clinical features and relevant investigations were 
used to classify other miscellaneous causes. It was 
classified as idiopathic where there were no compatible 
clinical features and two pleural biopsies were not 
diagnostic. Statistical analysis was done using the SPSS 
program with a level of significance at 5%. 

Results: 

One hundred and twenty six patients were 
classified with a primary or secondary diagnosis of pleural 


DIAGNOSIS 

NATIONALITY 

GENDER 

AGE(yrs) 

Mean(SD) 

DURATION 

o: 


Saudi (%) i 

» 

s 

Non-Saudi (%) 

• 

1 

Male(%) 

Fenlale(Vo) 

* 

STAY(days) 

Mcdian($D) 

Parapneumonic 

! 25(75.8) 1 

_-i 

1 

8(29.2) 

1 

22(66.7) 

11(333) 

45.64 

_ (+/-20.13) 

14 

(+/-22.7) 

CCF 

1 

1 

16(66.7) 

8 (33.3) 

r 

18 (75) 

6(25) 

66.63 

(+/I0.42) 

8 

(+/-7.4) 

Malignancy 

9 (64.2) 

l. 

5 (35.8) 

1 

8(52.1) 

6 (42.9) 

56.45 

(+/-I9.I6) 

193 

(+/-13) 

Tuberculosis 

5(41.7) 

1 

7(583) 

8 (66.7) 

4 (333) 

3133 

(+M3.20) 

14 

(+/;8.l) 

Trauma 

5(55.6) 

4 (44.4) 

8 (88.9) 

1(11.1) 

1 

37.7 

(•«-/• 14.68) 

j— • 

18 

(+/- 9.4) 

Hepatic 

3(75) 

1(25) 

2(50) 

2 (SO) 

52.5 

(•!■/- 18.41) 

17 

(+/.93) 

Miscellaneous 
(including CTD, > 

i 

3(60) 

1 

1 

2(40) 

4(80) 

1(20) 

i 37.40 

(+/-I6.86) 

13 

1 (+/- 8.1) 

1 

Undiagnosed j 

1 

L 

' ^ ~ 

4(66.7) i 

( 

1 

( 

j 

2(333) 

1 

3(50) 1 

1 

3(50) 

483 

(+M7.86) 

16 

(+M.9) 


edema is most often found in patients with heart failure. 
Effusion occurred on the right side in 53(49.5%), left In 
36(33.6%) and bilateral in 18(1 6.9%) patients. Table 2 gives 
the side of effusion in relation to the etiology showing that 
bilateral pleural effusion was almost always dueto cardiac 
failure. AM patients with PPE received appropriate 
antibiotics with 9(27.3%) patients requiring Intercostal tube 
drainage with or without fibrinolytic agent and 3 (9.1%) 
patients required surgical decortication. This group of 
patients spent a median of 25 days in hospital as oppposed to 
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Ihe median duration of stay of 14 days tor me Table : 

sroup of patients with parapneumonic effusions (p 

< 0.001). During the period of study 9 patients DJAfiN 
{8 4%) died - three with associated human j^urapjic 
immunodeficiency virus infection, four with 
metastatic carcinoma and another two with 
congestivecardiac failure. Ieuldul 

niscussion,; Hepatic 

Pleural effusion remains a commonly fs|^.phrot 

encountered clinical problem with considerable fvjjscclh 
difTlculty in reaching the underlying etiology. The Undiagi 
data obtained from our study are clearly lotal 
demonstrating that parapneumonic (PPE) effusion 
is the most common cause of pleural effusion 
among our study population. The change in pattern of 
pleural effusion to be commonly due to PPE as observed in 
our study may be explained by either a true change in the 
etiology of pleural effusion, or selection bias as our hospital 
is a general hospital, and most patients with TB would have 
been referred to a nearby hospital TB hospital. 
Alternatively, we may suggest under-treatment of 
pneumonia leading to the development of PPE or rather 
increasing prevalence of more virulent organisms that 
eventually lead to PPE. A recent study by Light reported 
that parapneumonic effusions occur in 20 to 40% of patients 
who are hospitalized with pneumonia' . The prognostic 
significance of this finding is rather important, as the 
infection-related mortality rate of complicated 
parapneumonic effusions patients was shown by one study 
to reach 4 1% '. 

Furthermore, PPE are associated with prolonged 
hospital stay due to several factors. In a recent study, factors 
influencing length of hospital stay in PPE have been 
identified as follows: purulent pleural fluid, underlying 
disease, surgical drainage with or without decortication, 
higher pleural fluid levels of lactate dehydrogenase and 
polymorphonuclear elastase'\ The median duration of stay 
in patients with any of these factors was found, In that study, 
to be 17 days. Our patients had a more prolonged stay with 
the added cost implications. This further emphasizes the 
need for the immediate evaluation and prompt management 


T.hle 2. Side of pleural effusion in rolation to etiology 


DJA.GNOSIS „ .RIGBT^- - 
(*ur4P_ncumonj«L: 2,® (60-6%) , 
iicart Failure - -1 7 (29.2%) -1 
MEUifinancji. _ ^ 
lubcKJJlosJS.-.l- 5 -V 

InuiDUi- .«_4.(44.4%) — |- 

Hcpatic I -3 .(75%). . J 

Nephrotic I I (1W)%) 
Miscellaneous . I (25%) 
Undiagnosed , 4 (66.7%) 
lotal 53 (49.5%) 


LEFT 

BILATERAL 

12 (36.4%) , 

1 (30%) 

4 ( 16.7%) 

13(54.1 %) 

5(35.7%) 

; 1(7.1%) 

6CiO%) 

' LC8.3%) 

4 (44.4%) 

,1(11.2%) 

1 (25%) 

f 4 

2 (50%) 

I (25%) 

2 (33.3%) 

• 

36(33,6%) 

18(16.9%) 


TOTAL 

33 

24 

14 

12 

9 

4 

1 

4 

6 

107 


particularly, with the increasing prevalence of heart failure. 
Recent studies from the Kingdom indicate high prevalence 
of diabetes mellitus and metabolic syndrome - all potential 
underlying predisposing factors of coronary artery disease 
and hence heart failure ' . 

Previous studies in the kingdom have shown 
tuberculosis to be the leading cause of pleural effusion 
comparable to other areas of high incidence of tuberculosis 
It has been shown that the annua! incidence rates of 
extrapulmonary tuberculosis have been increasing over the 
last few years in the Kingdom of Saudi Arabia, and true 
rates may even be higher due to incomplete reporting . A 
recent study of the prevalence of respiratory diseases in 
hospitalized patients in Saudi Arabia has however ranked 
tuberculosis (7.2%) after both pneumonia ( 1 1 .5%) and lung 
cancer (8.4%) suggesting our finding to be a genuine 
reflection of the changing pattern of the disease in the 
Kingdom'. . 

We found that productive cough, dyspnea, and 
fever were the most common presenting clinical features of 
our patients. The pattern of symptoms was not helpful in 
the elucidation of the etiology of pleural effusion. Pleural 
effusion was commonly found on right side (44.9%), 
compared to left side (34.6%) or bilateral (20.5%) and this 
was statistically significant (p<0.001 ). These observations 
were in keeping with previous reports . The presence of 
bilateral effusions in the setting of compatible symptoms 

ni»rAccitat<»c fh#* pvrhicinn r»f hpart failure Arc! 


of parapneumonic effusions as stressed by Light and Sahn . 
Patients with pleural effusions with the following 
characteristics would generally need some form of invasive 
procedure: effeusions exceeding 50% of thoracic space, 
purulent or loculaled, positive Gram’s stain or culture, pH 
of 7.2, glucose 60mg/dL or lactate dehydrogenase level of 
more than 3 times the upper limit of normal. This may range 
from simple aspiration to the more traumatic decortication. 
An earlier study has noted excessive mortality in patients 
with PPE . Although no mortality has been recorded in our 
series, a significant number of our patients had to undergo 
invasive procedures thus |3it)Ionging their slay and 
increasing healthcare costs. Selection bias notwithstanding, 
the possibility of under treatment of community acquired 
pneumonia or the development of more virulent organisms 
leading to PPE requiring invasive procedures and hence 
prolonged hospital stay, calls for special awareness of this 
complication and prompt action. 

It is of no surprise to find congestive cardiac 
failure (CCF) as the second most common underlying 
etiology of pleural effusion in our study population. 


although the right side is more commonly affected, there is 
no consistency in the presentation to make the location of an 
effusion of benefit in identifying the etiology. 

Despite the improvement in reaching the correct 
diagnosis by complete workup and management as 
suggested by the current guidelines. 6.5% of our study 
population remains undiagnosed . However, exudative 
pleural effusion was more commonly encountered among 
our patients compared to transudative effusion. This finding 
is likely to be explained by the higher rates of PPE. 
malignant effusion, and TB as a cause of pleural effusion. 
Less common causes of pleural effusion were those 
secondary to hepatic hydrothorax, connective tissue 
diseases, and nephrotic syndrome. Enforcing the fact that 
pleural effusions are likely to be of exudative nature that 
require further workup to establish the underlying etiology. 

In summary, we find the results of our study 
helpful in shedding the lighten the changing clinical pattern 
of pleural effusion. Productive cough, dyspnea, and fever 
are the most common presenting clinical features but none 
of the symptoms were discriminatory in identifying an 
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etrology. Parapneumonic effusion was the most frequent 
cause of pleural effusion followed by CCF, malignancy, 
and TB. Patients with tuberculous pleural effusions were 
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Clinical Profile of HIV/AIDS Patier^tTiiTjammu 


Sourabh Verma, AnnII Mahajan, JB. Singh, Manoj Sharma. 


. H ,.Hf„r.henrst.imetoevaluatelheclinicalprofileofHIV/AIDSpatients 

The present prospective Study was conducted for NACO. 2000 criteria. Among 177 patients 

in this region over a period of one year. Cases wer g ratio was 2 68' 1 - Highest incidence of HI V/AIDS was 

enrolled; 72.8% were males and 27. 1 ^males ma . ^ years(30 50%).Paramilitary personnel formed the 

found in the age group labourers formed 12.94% of the patient 

major group (31.7%) followed by housewiv (- . . ^ ^ ->2 (P 42%) were married but widowed. 23 

population. 1 32 (74.57%) of the Pat.ents were marne^^ ,3^ HIV 

patients (1 2.99%) were unmarried out of which 7 children hLosexual but in 6.21% of the patients mode of 

p"T 9%T hTalready%^^^^ bdng diagnosed with HIV infection. 

cutaneous manifestations, lymphadenopathy. behavioural abnormalities & P""" 

patients respectively and small number of patients had mucosal les.ons 

pelvic inflammatory disease(3). loss of appetite and orchitis one each along With e p u/ith rn4 rniint less 

patients having total lymphocyte counts less than 1 200 were 60(33.89%); while numbers of patients '"P'’ ^04 count |e s 
than 200 were 78. HBsAg was positive in 6 cases (3.38%); anti Hepatitis C antibody was present in none of our cases while 
no patient in our study presented with hepato-biliary disease. 7(3.95%) out of 1 77 cases were positive for VDRL. HA ART 
was given to 98 patients (55.36%) along with prophylaxis for opportunistic infections and 53 cases (29 J4/o) were j^iven 
prophylaxis for opportunistic infections only. Rest of the patients did not require any medication. The present study 
highlights the increasing burden of HIV/AIDS patients contrary to under reporting in the past m this region. I he results 
may be useful in developing various programs for health promotion in patients of HI V/AIDS form this region. 
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INTRODUCTION 

The Acquired Immunodeficiency Syndrome (AIDS) caused by a 
virus known as Human Immunodeficiency Virus (HIV) is a disorder of 
immune deregulation that leads to a continuous spectrum of manifestations, 
ranging from an overactive and misdirected immune response to severe 
cellular immunodeficiency .The first case was detected in USA in 1981 and 
HIV / AIDS epiclemic continues its expansion across the globe with 
approximately 14,000 new HIV infections a day. Thus burden of 
HIV/AIDS is- continuously increasing and it is predicted that incidence of 
HIV infection will increase with at least 45 million new Infections between 
2002 and 2010'.The first case of HIV infection in India was detected in 
1 986 . It is estimated that number of people living with HIV in India could be 
around5.1 million. 

Numerous studies from India and outside India have suggested varied 
clinical profile and associated infections like tuberculosis, hepatitis B. 
hepatitis C and syphilis in HIV/AIDS patients. Hence, there is a need to 
define disease aspects such as spread, clinical manifestations, natural course 
so that management strategies could be planned early for facilitating belter 
primary and preventive care and timely introduction of opportunistic 
infection prophylaxis to such patients. Although extensive studies have 
been done in west; there is a dearth of such Indian data particularly from this 
region. Moreover, according to HIV prevalence rates in adult population. 
Jammu & Kashmir has been placed in low prevalence state . However, in 
J&K also disease has begun to show its ugly face in the recent time. Hence, 
the present one year prospective study was planned to evaluate clinical 
profile of HIV/AIDS in Jammu and to find out its association with 
associated infections liketuberculosis, hepatitis B, hepatitis C and syphilis. 
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Mode of exposure 
Heterosexual 


89.26 


Homosexual 

transfusion 


0 


0.00 


0 ^6 



1 Jnknown 
Total 

of cases while lymphadenopathy was present in 4.52% of 
cases. Cutaneous manifestations were associated with 
5.08% cases and general weakness was associated in 5.64% 
of cases. Other manifestations like behavioural 
abnormalities, pain abdomen, mucosal lesions, loss of 
appetite, orchitis, bleeding per rectum, arthralgia, and pelvic 
inflammatory disease were present in 15.8%ofcases(Table- 

We did total lymphocytic count in all the cases and 
Cd4 cell counts in 129 cases (72. 88%). Number of patients 
having total lymphocyte counts less than 1200 were 


original article 

'formed 7 33% of the cases; out of which 3.38% 
positive for hepatitis B surface s" 

VDRL was positive. 
No case in our study 
had coinfection with 
hepatitis C virus 
(Table-5). In our 
■" w" •«-» »’ >• study, out of the 177 

TABLE 5: ASSOCIATED INFECTION WITHHEPATH IS B. 


Graph: 5 CD4 Counts 




cases highly active antiretroviral therapy (HAART) was 
given to 98 patients (55.36%) along with prophylaxis for 
opportunistic infections and 53 cases (29.94%) were given 
prophylaxis for opportunistic infections only. Rest of the 

^ AlA 1 1 ^n\/ ^TAble-6). 


TABLE 3: PRESENTATION 


Presentation* 

No. 

% age 

Fever 

86 

48.58 

Diarrhoea 

49 

27.68 

Loss of weight 

38 

21.46 

Asymptomatic 

39 

22.03 

Tuberculosis” 

27 

15.25 

General Weakness 

10 

5.64 

Cutaneous Manifestations 

9 

5.08 

! Lymphadenopathy 

8 

4.51 

Others 

• Muscosal lesions (condidiasis) 

4 

2.25 

• PID (Pelvic Inflammatory Diseases) 3 

1.69 

• Arthralgia 

4 

2.25 

• Bleeding per Rectum 

5 

2.82 

• Loss of Appetite 

1 

0.56 

• Behavioural Abnormalities 

7 

3.95 

• Pain Abdomen 

3 

1.69 

• Orchitis 

1 

0.56 


• More than one presenting features present in patients. | 

■ Active pulmonary tuberculosis was present in 17 cases. 3 had active 
cxtrapulmonary tuberculosis, 7 cases had suffered from tuberculosis and 
. hadfmishedtheirtreatmentbeforcbeingeivolledinihestudy: i 

60(33.89%); while number of patients with CD4 count less 
than 200 were 78; out of the 129 cases in which CD4 counts 
were done which comes out to be 60.46%. In the present 
study, we did not find any significant correlation between 
CD4 count and absolute lymphocyte count (Fig-5, Table-4). 


TABLE 4; ABSOLUTE/TOTAL LYMPHOCYTE COUNT 


Absolute lymphocyte count 

No. 

%age 

<1200 

60 

33.89 

>1200 

117 

66.10 

lolal 

177 

m — 


Co infection with conditions which have similar mode of 
transmission as HIV like hepatitis B, hepatitis C and syphilis 


TABLE 6: MEDICAL MANAGEMENT RECEIVED 



No. 

HAART* (Hiehiv Active Anti - Retroviral Therapy) 

98 

Prophylaxis for opportunistic infections 

53 


*A II patients on HAA R T were given prophylaxisfor 
opportunistic infections also. 

DISCUSION 


The male: female ratio in the present study was 
2.68: 1 .The study done by Rothenberg e(al{\ 987) reported 
a very high predominance of involvement of males i.e. 
90.5% in their study in contrast to females (9.5%). In a large 
Indian studies Ghate el al (2002) reported M: F ratio ol 
2. 22:1. Whereas, Kumarasamy el al (2003)' reported M: F 
ratio to be - 2.6: 1 which is consistent with our study. It 
seems that more and more females are contracting the 
disease with the passage of time. Kumarasamy eial(\ 995) 
found that 85% and Ghate et al (2002) reported 88. 1% of 
patients in the age group of 2 1 - 40 years. The incidence 
was little lower in the present study than these studies (Fig- 
2). This can be explained on the fact that both these studies 
were conducted in metro cities unlike present study from 
small region. The other point to explain this difference can 
be the diverse socio-economic, conditions, moral values 
and sexual behavior prevailing in different communities. 

In our study, in male patients, 29 patients 
(17.05%) were vehicle drivers and labourer class 
(12.94%). Kothari et o/(2001)’^ reported the occupation of 
involved patients as transport - 40%, labourers - 20% and 
Migration - 43%, which is not in tune with our findings; 
because in Jammu, though the migration Is great from 
states like Orissa, Bihar, Uttar Pradesh, but most of them 
move in with their families and observe traditional social 
and moral codes. We in our study did not have a single 
patient who was from migration group. The difference in 


transport and labourer group is also very glaring this ma^ 
be explained on basis of better awareness among thesi 
people which is an encouraging sign. 
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The present study was conducted in J&K which 
being a disturbed area, large deployment of Police, Central 
Reserve Police Force (CRPF), Border Security Force (BSF) 
and Army is present who have served in different parts of the 
country' and moreover; most of patients from military and 
paramilitary services are already diagnosed and referred to 
us for assessment and management. So, the highest number 
53 patients (31.17%) in these people can’t be statistically 
included in the clause of profession of our state. However 
their age, sex, clinical profile have all been included in the 
study. Hira et a! (2003)’‘ found that the skilled and unskilled 
labourer group formed a major chunk of people infected 
(56.3%) which is consistent with our estimate of infected 
population. The difference in percentages can be explained 
by local factors as explained earlier. 

In the present study, marital status (Fig-4) is nearly 
coinciding with the findings of Hira et al (2003)" and 
Mukhopadhyay et a! (200 1)-. In order to assess vertical 
transmission from mother to child; we screened all the 
children of HIV positive females between age of 1-10 years 
bom to HIV positive females and found that seven of them 
were also positive (3.95%). 

In the present study the data regarding the mode of 
exposure (Table-2) varied to some extent from previous 
reports. Hira et al (2003) " in their study reported that 88.7% 
of their patients were having hetrosexua! mode of 
transmission while homosexual accounted for 0.9%, 
bisexual accounted for 9% of patients. In another Indian 
study by Kumarasamy et a! (2003)'" heterosexual mode of 
transmission in 93% was responsible, blood transfusion 
accounted for4.6% of cases; while infected needles/syringes 
\sere responsible for transmission in 2.4% of cases. Our data 
is fairly consistent with theses reports as far as the 
predominant mode of transmission i.e. heterosexual 
transmission Is concerned. 

Hira et al (2003) ‘ reported that in 9% of their cases 
mode of transmission was unknown. Kumarasamy et al 
(2003) ' were able to record mode of transmission in every 
patient. The disparity can be due to difficulty to get the 
proper information regarding socially unacceptable sexual 
practices Indulged by different individuals. Moreover there 
might be other modes of transmission about which neither 
the patient nor the doctor are certain. Even in one of the 
recent European study by Sabin et al (2004) , the reported 
incidence of unknown mode of transmission was found to be 
in range of4.3% to 9.1%. Blood transfusion was responsible 
in 12.16% of cases reported by Sircar et al (1998)' , while 
NACO in their publication report blood transfusion as mode 
of transmission In 8.1% of the cases unlike present study 
recording very low percentage. This can be explained by the 
fact the in J&K state, most of the transfusion Is done in the 
Government institutions, where it has been made mandatory 
to test for -HIV quite early since 1991. Sircar et al (1998) 
reported homosexuality as mode of transmission In 1 .2% and 
national average reported by NACO is 0.5%’ which is almost 
consistent with our average of 0.56%.Msellati et al (1995)" 
in a multinational study involving Europe, Africa and 
America reported the incidence of mother to child 
transmission as 25.45% in developing countries but in our 
study the incidence was 3.95% only. This difference can be 


explained by the fact that after 1995 even develoni 
countries are testing pregnant females in secondary and 
tertiary care hospitals much more frequently and adoptine 
the prophylactic protocols. ^ ® 

As far as the clinical presentation of our patients 
goes (Table-3) the first thing which is very pertinent Is that 
all the patients had more than one presenting feature 
variation were recorded from the previous reports. In our 
study, the highest number of patients had fever as one of the 
presenting feature i.e. 48.58% which is consistent with the 

previous studies although there is some difference in 

percentage of patients. Reeve et a/ (1989) ’ have reported 
fever in 49.4% of their cases which is very near to our 
figures; though weight loss was the chief complaint (i e in 
78 6% of the cases) in their study. In our study loss of 
weight was present in 21 .46% of cases. 


In our study 22.03%(39 patients) were totally 
asymptomatic; while Ghate et al (2002) found the 
incidence of patients who were reportedly asymptomatic as 
45.98% (1997). 46.6% (1998) and 67.6%(1999).This 
difference is very big but it can be explained by the fact that 
the study was conducted in HIV Reference Clinic of the 
National AIDS Research Institute, Pune which is a referral 
centre. It is quite understandable that asymptomatic phase 
in HIV infected patients is very long and there must be 
much higher number of asymptomatic patients in our 
population also. As the general screening of the population 
cannot be done without counseling and written consent of 
the patient, it needs good public awareness and education 


so that more and more people come to voluntary counseling 
and testing centers. The incidence of diarrhoea reported in 

different studies varies from 7.5% to 37.0% of cases' 

This variation can be explained on the basis of the 
difference in hygienic status of different populations and 
the local quality of drinking water supply. May be the 
cotrimoxazole prophylaxis also contributes to the decline 
in number of patients presenting with various diarrhoeal 
illnesses associated with HIV Infection. The incidence of 
weight loss reported in different studies is as follows; Sircar 
etal{\ 998) -74. 1 %cases, Ghate et a/ (2002) -2. 1 %( 1 997); 


1.44% (1998), 3.6% (1999) of the cases. Reeve et al 
( 1 989)’‘-78 .6% of the cases. Our group of 
patients. 2 1.46%cases had weight loss which is close to 
study by Hira et al (2003) ' who reported the incidence to be 


23.5%. 


In other associated features, tuberculosis formed 
the major group with 15.25% (27 patients) in present 
study. In other Indian studies; Sircar et o/ (1998) reported 
tuberculosis in 54.8% cases; Ghate et fl/(2002) in 7.4%- 
11.8% of the cases and Hira et al (2003)" reported 
tuberculosis in 25.4% of the cases. The highest incidence 
reported by Sircar et o/ (1998)’ seem to be due to the fact 
that out of the 74 HIV seropositive patients selected for the 
study, 83.7% (62 patients) had AIDS. Moreover; as 
concluded by Ghate et al (2002) , clinical conditions like 
oral thrush, tuberculosis, skin rash and sexually transmitted 
diseases (STD) are showing decreasing trends over the 
years. The lower incidence of tuberculosis in our study as 
compared with Hira et al (2003) ’ can be attributed to the 
early diagnosis, increasing awareness and high index of 
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suspicion about the presence of primary disease and 

opportunistic infections and timely prophylaxis. 

As per the guidelines issued by the World Health 
Organisation (WHO) April 2002 ’ for starting antiretroviral 
therapy in resource limited settings ;it is recommended that 
total lymphocyte count (TLC) of less than 1 200 may be used 
as a substitute indication of starting treatment. We also did 
total lymphocytic count in all the cases (Graph-5;Table- 
4). Though absolute lymphocyte count may be a fair 
substitute forstarting treatment in resource limited settings, 
in our study we did not find that absolute lymphocyte counts 
of less than 1200 and CD4 count less than or equal to 200 
correlates well as per given above figures. 

Kothari et al (2001)' in their study found no case 
who was HbsAg positive. Kumarasamy et a! (2003)" in their 
study found that 6% of patients were coinfected with 
Hepatitis B virus (HBV) and 4.8% were coinfected with 
Hepatitis C virus (HCV). Sud et a! (2001)' in their study 
found that 33.8% of cases were infected with Hepatitis B 
virus. As is clear from the above mentioned Indian studies, 
incidence of hepatitis B and hepatitis C virus coinfection 
varies from 0% to 33.8% from study to study conducted at 
various places from time to lime. Probably this difference 
may be due to the varied prevalence of hepatitis B and C 


original article 

virus infection in different populations as such. As the route 
of transmission of hepatitis B and hepatitis C viral infecuon 
“ vSrsame as the route of HIV infection; the low 
incidence in our study can be explained on the basis of the 
fact that no case in our study was intravenous 
and only one case (0.56%) of HIV infection had blood 

transfusLasrouteofinfection Kotharier«/(200y^^^^^^ 

study reported co infection with syphilis in HIV positive 
cases in 3 3% ofcases while in the study by Deivanayagam e 
al(200\r reported the incidence of syphilis to be 

ourstudy;wefoundthecoinfeclion with syphilis in3.95 -o of 

cases which is near to the incidence by Kothari ef al {200 1 ) 

rONCLUSIQN u ^ 

Present study highlights the increasing burden ot 

HIV/AIDS patients contrary to under reporting in the past in 

this region. Highest incidence reported in males with age 

group of 3 1 to 40 yrs. Heterosexual mode of infection was 

The inost common. Paramilitary personal followed by house 

wives and drivers were the commonest group affected. Fever 

was the most common complaint .TB was associated 

in 1 5.25% of the cases. Results of the present study in the 

areas like J&K are an eye opener for health promotion 

providers and stress the need to formulate strategies & 

nniiriPQ rn combat the menace of this dreadful disease, 
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Complication of Variable Screw Placement System (VSP) In 
Intrumented Fusion Of Non-Traumatic Lumbosacral Spinal Disorders 


Butt MF. Hakeem I.H.HalwalM. A. MunlrFarooq. MIrM.R. . Kanngu Khursheed A. 



Abstract 


We analyzed the complications encountered in fifty consecutive cases who had undergone 
posterolateral lumbosacral fusion with pedicle screw fixation for non traumatic disorders after a minimum follow 
up of two years. Of these forty eight had Spondylolisthesis (isthmic and degenerative) and other two had lumbar 
disc disease with instability. There were 6 multilevel and 44 single level fusions. 

There were forty-eight individual complications including pseudoarthrosis. The complications which 
were encountered in our study during the operative and the postoperative follow up were screw misplacement 
wound infection, pseudoarthrosis, neural Injury, loosening of the implant, bending and the breakage of the 
screws. 
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INTRODUCTION 

Ever since Boucher' described pedicle screw fixation for spine, 
internal fixation devices for spina! disorders are in a phase of evolution. All 
spinal systems to date have experienced significant problems and 
complications, and an ideal system is yet to develop search is on for an ideal 
system. An ideal system would allow for rapid patient mobilization and 
comfort, and minimum of pseudoarthrosis, wound infection, iatrogenic 
complications and operative time •. 

Instrumented fusion for non-traumalic disorders of the ^ine has 
gained wide acceptance ' “ Pedicle screw fixation systems are superior to 
earlier devices in that less motion segments are involved in a shorter fusion 
construct and three column fixation can more powerfully control coronal, 
sagittal and rotational deformities. Potentional disadvantages include 
complications related to instrumentation . 

There are numerous studies ' on the complications associated 

with the use of pedicle screw instrumentation. The incidence of mechanical 
failure due either to loosening or implant fatigue is between 5 to 31% in 
various studies followed for variable periods of time ’ 

This article presents complications observed in 50 cases of 
instrumented fusion of non-traumatic disorders of spine over a period of 
three years 

PATIENTS AND METHODS 

Between Jan 2001 and Sept 2003 fifty consecutive patients were 
treated by posterolateral fusion and Steffee transpedicular instrumentation 
for non-traumatic spinal disorders. Out of these 34 were females and 16 
males. The mean age at the time of the surgery was 38 years. The main 
indication forthe surgery is depicted in table I. 


Table 1 


Condition 

No of cases (%) 

Low grade isthemic spondylolisthesis 

35(70) 

High grade isthemic spondylolisthesis 

08(16) 

Degenerative spondylolisthesis 

05(10) 

Lumbar disc disease and instability 

02(04) 


Preoperative assessment involved clinical, functional and 
radiographic evaluation. Pain and functional grade for VSP studies was 
used .MRI scans were used to detect herniated discs at the intended level of 
the fusion or the level above, or detect the spinal canal as also to exclude 
other causes of back pain and sciatica. 

The patients were put prone on the bolsters on an operating table • 

Key Words: -spondylolithesis. pedicle screw fixation, posterolateral 
fusion. pseudoarthrosis.VSP fixation Systems. 
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Standard midline incision and subperiosteal dissection was 
used for posterior exposure. Anatomical landmarks 
according to Roy Camille’s method' were used to identify 
the entry point of the pedicle screw. The pedicle entry point 
was made with the help of an awl and its position confirmed 
on the C arm image in the lateral plane. The awl was also 
used for probing the intactness the pedicle walls. 
Subsequent steps of tapping the posterior part of the 
pedicle, insertion of 5.5 mm diameter 38-40 mm length 
screw and placement of proper size plate after adequate 
contouring followed. 

All the patients had the posterolateral fusion 
using the autologous iliac graft from the posterior iliac 
crest .No attempt for the reduction of the slip was made 
in the cases with low grade spondylolisthesis, and the 
fusion was by and large attempted in situ in these 
cases. Parentral antibiotics were used for three days and 
patients mobilized on a lumbar corset. Patients were 
followed regularly and clinical, functional and 
radiological assessment was carried out. 

The implant removal after 18 months of the 
surgery was not made routine and was carried out only in 
cases presenting with complications arising after the 
fixation like loosening and breaking of the screws and 
pain becauseofthe hardware. 

All the patients were followed clinically and 
radiologically for at least two years after the primary 
procedure, patients with less than two years of follow-up 
were not included in this study. The follow up averaged 
32 months 

At the final follow-up pain and functional 
grades were recorded and compared with the 
preoperative status. . The clinical results were evaluated 
by the criteria of Kim and Kim”. The criteria for the 
fusion were continuous bony bridging verified at all 
intended sites, and anatomic grade of Massachusetts 
General Hospital Anatomic, Economic, and Functional 
(AEF) rating system was used for fusion assessment{as 
has been adopted by Dawson EG et al' ) . 

RESULTS 

The average pain score at the final follow-up 
was 3.7 (range 3-5] whereas the preoperative pain score 
was 2.4 [range 1-3]. The improvement in functional 
score was from a preoperative average of 2.7 [range 2-4] 
to 4.2 [range 3-5].As per the anatomic grade of AEF 
rating system [vide supra] only two patients achieved A4 
fusion. Fourteen patients had A3 and twenty six patients 
achieved A2 fusion. Eight patients with fusion status of 
A I were labeled as fusion failures. As per Kim and Kim 
criteria good to e.xcellenl results were seen in 70% of 
cases. 

Pseudoarthrosis being an outcome not directly 
related to device was taken a separate entity. Therefore 
there were thirty implant related complications in 
twenty-three patients. Pseudoarthrosis was seen in 15 
cases. Neurological injury attributed to pedicle screw 
fixation was seen in 4 patients, and wound infection was 
seen in 4 cases. Implant related complications are 
depicted in Table II and are discussed in detail. 


CompUcatlons 

Screw matpiflcemer U — 

Screw bending 

Screw breakage 

Screw loosening 

P...-Mdnarlhrosi!i 

Suncrflcial wound mfcclioi 
Deep wound infection 

NcurolHi»ical iniury 

Graft site pain 


Table H 

No of 

f)4 IOS%l 
05 110 %) _ 

08 116% 

02 |04%| 

15 110%) 

OS 110% 

02 |04%| 

04 108%! 

03 06% 
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No of pHlicnIs with 
cnmnlicflt ions — 

03106%! 

03106%) 

04108%) 

02[04%| I 

15130%] I 

05110% 

02104%) 

04108%) 

03 06% 


SCREW IMALPLACEMENT: This was observed in 3 
patients. In one of the patients both L5 screws violated the 
medial pedicle walls were confirmed by post fixation C f 
scan. One L5 screw was placed into the disc space and had 
only partial purchase in the pedicle. Another S 1 screw was 
likewise misplaced into the disc space. 

SCREW BENDING: Five screw bending were seen in 
three patients. In two patients, both involving multilevel 
fusion, bending in both sacral screws was noted. This 
probably occurred during the final seating of plate over the 
screws. Similarly an isolated right L5 screw bending was 
seen in anotherpatient. 

SCREW BREAKAGE: Eight pedicle screws broke in 
four patients. In one case both lumbar screws broke at the 
isthmus.lpsilatera! lumbar and sacral screw were fractured 
In anothercase. One case each of isolated lumbar and sacral 
screw breakage was seen. A case of high grade slip 
reduction and fusion presented with breakage of both 
sacral screws. No plate fractures were reported. 

SCREW LOOSENING: A screw was said to be loose 
when a continuous lucency was seen at the bone screw 
interface 1mm or more w'Ide and surrounded by a thin 
sclerotic zone. We observed two screw loosening in sacral 
pedicles, both resulting in backing out presenting as 
painful subcutaneous hardware. 

PSEUDOARTHROSIS: Radiologically acceptable 
fusion was attained in 72% of cases and rest of them were 
labeled as fusion failures. 

NEURAL COMPLICATIONS: A transient S! 
neuropraxia was seen In two patients which resolved in the 
postoperative period. In one case of grade IV listhesis 
weakness of L was seen which did not recover, and was 
attributed to reduction of the slip. An EHL weakening ot 
two MRC grade was seen in another patient in the 
immediate postoperative period, but no significant 
recovery was recorded afterwards. 

WOUND INFECTION: Two cases of deep wound 
infection were seen, growing Pseudomonas auerogenosa 
and Staphylococcus aureus on laboratory cultures. 
Forlunariy they responded to appropriate antibiotics. 
Superficial wound infection in five patients resolved with 
antiseptic dressings. 

GRAFT SITE PAIN: Three patients complained of this 
problem. Only in one case analgesics were being used for 
pain relief whereas in other tw'o symptoms resolved within 
three months of surgery. 

DISCUSSION 

Pedicle screws combined with plates, rods or 
externa! fixators have become a prevalent form of spinal 
fixation system in the world . These systems allow 
segmental fixation of the spine for several conditions such 


JK- PraclitionerVol.14.No 2, April-June 2007 


original article 

as spondylolisthesis, tumors, instability after trauma, 
multilevel laminectomy and degenerative arthritis. This 
technique is especially useful when posterior elements 
are unsuitable for fixation by hooks or sub laminar wires, 
and it may permit fixation over shorter spinal segments 
compared with traditional hook-and-rod type system. 
The use of pedicle screw system, however, is not without 
complications. Concerns over surgical complications, 
safety and efficacy have surfaced. Fatigue failure of 
implant, infection, neurological damage is amongst the 
major complications reported by a number of 
researchers. 

Our screw misplacement rate of 8% is probably 
less because we did not routinely use CT scan to confirm 
the position of the pedicle screws. A screw misplacement 
rate of 10-28.8% has been reported by researchers . 
Overall there were 33 instrument related complications 
in 26 patients and fifteen fusion failures. This amounts to 
a high rate of failures. Soini J et al" reported a 
complication rate of 57% in 5 1 patients who had spinal 
fusion using the AO device in disorders such as lytic or 
degenerative spondylolisthesis and spinal 
stenosis. Screw breakage occurred in four patients. 
Fatigue failure indicates the micro motion at the region of 
the screws and the plates, wrong angle of placement, 
improper angle between the screw and the plate and 
inadequate plate contouring. The relation between the 
fatigue failure and the non union is controversial. 
Philajamaki et al reported a high rate of screw breakage 
in multilevel fusions than in single level fusion. Multiple 
level fusions without the screws in the intermediate 
segments are more susceptible to the screw loosening. 
We observed four screw failures in two patients with 
multilevel fusion. But a significant no of complications 
w ere seen in single level fusions as well. 

Accurate determination of fusion status has 
been an unsolved problem in spinal surger> and it can not 
be described entirely a device related complication. In the 
assessment of fusion in VSP studies, the overlying 


shadow of the plates adds to the uncertainiiy.Because of 
these reasons for failure to label pseudoarthrosis and the 
numerous reasons for non-correlation of fusion and 
clinical success, the primary evaluation of surgical 
results, as observed by some, should continue to be based 
on clinical grounds . Our non-union rate or28% Is higher 
than many studies of instrumented fusion for non- 
traumatic disorders of of the spinc.Steffce et af In their 
study reported a union rale of 9 1 .6%, whereas non-union 
rate in another study was 18%. Our poor results with 
fusion could be explained by the learning curve and that 
some of the surgeries were done by the residents. 

In contrast to a previous study . infection was 
not a major concern in our study and in no case 
exploration, incision drainage or removal of implant was 
needed to treat the infection. The low infection rale in our 
study could be because we operated young patients, and 
there were no case of tumors or metastatic disease. We 
also did not encounter any case of pedicle fracture, 
vascular injury or plate failure. 

Neurological related complication is a major 
concern with transpedicular fixation devices, particularly 
when reduction of slipped vertebrae is attempted. We 
attributed neurological problem in one patient to the 
reduction ofsiip. 

The chance of the metal related complications 
with a little evidence for the augmentation of the fusion 
by the implant are still the main drawbacks of the 
procedure and a lot needs to be done to improve the 
procedures related to the fusion in the non traumatic 
spinal disorders and the implants used in these 
procedures. The high rate of complications seen in 
transpedicular instrumentation suggests that it is a 
technically demanding procedure, and lack of experience 
adds to the rate of complications. If technical 
inadequacies are addressed the no of complications can 
be reduced, fusion rate may rise, resulting in overall 
clinical and functional improvement. 
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Open Reduction and Internal Fixation of Intercondylar Fractures of 
Humerus in Elderly 


Shafaat Rashid. M. A Halwal. B. A. Mir, Anwar, Nasir, Ab. Qayoom 



Abstract 


We treated 20 patients at an average age of 74 years, range (61 to 90 years) with intercondylar 
fractures of the distal humerus by open reduction using transolecranon approach. We fixed all fractures by two 
reconstruction plates at right angles to each other as recommended by AO group. 

There were 8 mate and 12 female patients, 4 fractures were classified as Cl. 10 as C2 and 6 asC3 as 
per Muller’s- classification. Patients were assessed at an average postoperative follow up of eighteen months. 

The patient assessment was done on the scoring system of devised by Caja C.L and MooranlA and 
were assessed as excellent 40%. good 35%, Fair 20 % and Poor 5%. The incidence of complications tike 
wound infection nerve palsies, implant failure and pseudoarthrosis was not higher in these elderly patients. Old 
age is not a contraindication to open reduction and internal fixation , it is important to restore function. 
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INTRODUCTION! 

Fractures of the distal end of humerus are difficult to treat. Conservative 
treatment of distal intraarticular fractures of humerus usually result in loss 
of elbow movement and permanent disability. Any treatment which 
requires prolonged immobilization leads to loss of elbow function due to 
fibrous ankylosis of joint * . We have, therefore, operated on all patients with 
distal intraarticular fractures of humerus to allow early postoperative 
movement of Joint. Since there is no large series In elderly patient except 
that of John H, Rosso R* we have analyzed our experience to determine 
whether surgical techniques used in young patients could produce similar 
results in elderly. 

Patient and Method: 

From January 2002 to January 2005. 50 patients with closed 


intercondylar fractures of distal humerus attended bone and joint sureerv 


Table:- 1 

5. 

NO 

Age/ sex 

Modeof 

injury 

Type of j 
Fracture. 

Mnx.ROM 

Weeks 

Intennl. Bel.su rgery&. union of 

fracture A osteotomy 

1 

76/M 

Fall 

C2 

18 

16 

2 

88/F 

Fall 

Cl 

16 

17 

3 

4>2/F 

Fall 

C2 

12 

10 

4 

78/M 

Fait 

C2 

16 

16 

5 

75/F 

Fall 

C2 

17 

16 

6 

65/M 

Fall 

Cl 

14 

12 

7 

68A1 

Fall 

C2 

16 

14 

8 

65/F 

Fall 

C2 

16 14 

9 

80/F 

Fall 

C3 

20 

18 

10 

61/M 

RTA 

C3 

20 

18 

II 

72/F 

Fall 

C2 

18 

20 

12 

81/F ' 

.Fall 

C2 

14 

16 

13 

63/M 

Fall 

C2 

12 

10 

14 

82/F 

Fall 

C2 

16 

16 

15 

68/F 

Fall 

C3 

18 

18 

16 

65/M 

Fall 

C3 

17 

16 

17 

62/F 

RTA 

C3 

16 

17 

18 

78/F 

Fall 

Ci 

10 

12 

19 

85/M 

Fall 

C3 

• 

Non-union 

20 

68/F 

Fall 

C2 

12 

10 


Keywords: Internal fixation, intracandylar fracture, humerus. 
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Hospital and were treated by open reduction internal 
fixation. Twenty of these were more than 60 years and form 
the basis of this study. There were 8 male and 12 female 
patients, mean age at operation was 74 years (range 61-90 
years).Mode of injury was fall in 18 patients and road traffic 
accident in 2 patients, fractures were classified as per AO 
classification Muller et.al.' in Cl. C2 and C3 types. There 
were 4 Cl. 10 C2. and 6 C3 fractures, fifteen fractures 
affected right and five-left elbow (table 1). 

Operative Te_c_hniquc :- 

The average interval between injury and operation 
was 7 days. Regional anesthesia was used in 6 and general in 
14 patients. In all cases operation was performed under 
tourniquet with patients In prone position using AO 
technique, exposing fracture by a dorsal skin incision and 
chevron osteotomy of olecranon, apex of osteotomy was 
centered over trochlear notch. In all cases fracture was 
stabilized using two reconstruction plates at right angles to 
each other and a 4 mm cancellous transcondylar screw. 
Olecranon osteotomies were fixed by 6mm cancellous 
screw, reinforced by tension band wiring. In all cases 
crammer wire splint was used postoperatively as a 
protective shield until wounds healed. In all cases active 
ROM exercise were started from 2- postoperative day. 
Review: Patients were followed regularly for 12-36 
months. Average follow up was 1 8 months, average healing 
time was observed as 14 weeks (range 10-20 weeks), 
maximum ROM was gained in an average time of 1 5 weeks 
(range from 12-20 weeks.) 

Results were analyzed using the scoring system of 
Caja V.L, Moorani R .It is a 100 point scoring system 
developed to evaluate the results of surgical treatment of 
distal humeral fractures (table -II), The scoring system 
considered four parameters: pain, range of motion, 
radiological quality ofsurgical reduction and level of social 
or sporting activity as prior to injury. Pain is considered 
most important parameter and ranged from 40-0 points 
depending upon its absence or presence of rest pain. The 
range of motion was studied by measurement of elbow 
range of motion required for activities of daily living as 
described by Morrey et.al' and varied from 30-0 points. For 
radiological analysis of surgical results, the post operative 
and final follow up radiographs were considered. The 
studied parameters are: - 

/ Existence ofarticular step more than Imm. 

2. Existence of articular diastases more than Imm. 

3. Malalignmanl of carrying angle (I5°vulgus) more 
than 10mm 

4 Malalignmanl of trochlea capilellar angle (40° 
ante vers ion) more than 10°. 

5. Articular surface reduction more than Imm. 

6. Presence of periarticular ectopic bone formation 
greater than 1 0mm. 

7. Achievement offracture union. 

If none of these criteria are present 20 points are 
given, presence of any parameters reduce the score by 5 
points and lack of fracture union scored 0 points. 

Activity level was compared to activity before the accident; 
patients were given 10-0 points depending upon comparison 
with previous activity level. 

Result:- 

All fractures united in average time of 14 weeks. 


original article 


Level of activity was higher in higher range of motion 
subgroup; severity of fracture affected the radiological 

functional and total score. 


J Ul 

Sc 

A. 

lablc II 

nrinp svstem for the fractures of distal end 

Clinical aspects: 

of liumerus 
Points 

1. 

No pain 

40 

37 

Activity related pain 
a. occasional pain 

30 

h flaih nain related to heavy activity 

20 

c. daily pain relal 
Rest pain 

ed to tight activity 

10 


0 

B. 

Ranee of motion 


1. 

No range of motionless 

30 

2. 

Loss of motion outside functional 
margins 

20 

3. 

Flexion extension or pronalion suppinalion 
loss with in functional marcins 

10 

4. ‘ 

Flexion extension and pronation suppination 
loss with in functional margins 

# 

0 

C. 

Radiological features : 

1. 

articular surface step less than 1 mm. 

2. 

articular surface diastasis less than 1 mm. 

3. 

AP carrying angle malalignmanl more than 10".. 

4. 

Lateral trochlea capitellar angle (407) 
inalalienment less than 107 

5. 

articular surface reduction less than 1 mm. 

6. 

Paraarticular calficalion less than lOmm. 


Maximum score 20 points ,for each critertia not 
met 5 points are deducted . If pseudoarthrosis 0 points. 

D. 

Activity level 

1. 

Level of activiiv as prior to iniury 

10 points 

2. 

Diminutions of previous level of acti\ itv 

5 points 

3. 

Interruption of previous level of activiiv 

0 point 

Excellent 

90 to 100 points 

Good 

70 to 85 points 

Fair 

50 to 65 points 

Poor 

Less than 50 points 


Minorcomplications occurred in some patients but 
there was one non-union. Rest of fractures healed 
uneventfully although healing lime was prolonged up to 18 
weeks in 3 patients and 20 weeks in one patient. Screws 
backed out in 2 patients because of osteopenic bone. There 
was one ulnar nerve palsy because of a backed out screw, 
which was pressing upon the nerve, and it resolved with 
removal of the backed out screw, superficial wound 
infection occurred in 2 cases, which resolved with local 
wound care and antibiotics. Results were analyzed as 
excellent in 8 cases, good in 7, fair in 4 and poor in I patient 
because in this patient all screw's loosened out and there was 
non-union at supra condylar region. This patient was 
advised a second surgery. He refused and was last in follow- 
up. Pain was absent in 12 cases, occasional in 5 andactiviiy 
related in 3 patients. Range of motion was full in 6 patients, 
within functional range in 10 patients and below functional 
range in 4 cases. 

Radiologically articular surface step more than 
1mm was seen in 4 patients, articular surface diastases of 
more than Imm in 1 patient, heterotrophic ossification more 
than 1 0mm in one patient. There was one case of 
pseudoarthrosis. Post surgical activity level was same as 
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prior to injury in 15 patients, diminished in 4 and was lost in 
one patient. 

Table HI 


A. 

Pain 

No. of cases 

%age ; 


No pain 

12 

60 


Occasional oain 

5 

25 

s~~ 

Activity related pain 

Kanee of motion (ROM) 

Full ROM 

3 

15 


6 

30 


ROM more than 




functional rang 

ROM less than 

10 

50 . 

1 


functional range 
(functional range 30®.- 130".) 

4 

20 

c. 

Activity level 

1 

4 

L 

75 


As prior lo iraunia 

Dimmishe 

20 1 


Interuptcd 

1 

5 ; 

1 

-ur 

Kadiologicai quBiiij oi 
surgical reduction. 


— 1 

• 

Articular surface step >Imm 
Articular surlace oiastasis ■> i mm 
AP carr> ing angle malalignment >10“ 

4 

— 1 

iO i 

• 

1 

J 





Hel^rb plc 6^silicauon^iumm 

Pseudoarthrosis. 

Complications 

Dinicult reduction 

Ulnar neuritis 

Sup. Wound infection 

Screw back oul 

Non union 

Result 

Excellent = 8(40%), Good 
4(20%) » Poor = 1(5%) 


*7(35%), Fair 


The interna! fixation of multifragmentry intra- 
articular fractures of distal humerus is a reconstructive 
dilemma especially if bone is osteoporotic. The superiority 
of open reduction internal fixation in young patients has 
been demonstrated in several studies but result in elderly 
patients are available in very few studies, Ansorge has 
presented the results in individual cases. Where as 
encouraging results were seen in the study of John H, 
Rosso’ also reported that age was not a factor in the 
outcome of these difficult fractures. Our study has proved it 
too. Rigid fixation and early range of motion are two prime 
factors to achieve best results in these fractures ' 

We have fixed all our fractures with two 3.5 mm 
reconstruction plates at right angles to each other with a 
medial plate along medial column and a lateral plate on the 
posterior surface of lateral column. This type of construct 
has been found to be most stable both in bending and 
torsion ’• ’’.Use of semi-tubular plates have often been found 
to fail whereas no reconstruction plate broke in the same 
studies Reconstruction plate also has advantage over 
DCP that it can be properly contoured to the complex 
anatomy ofdistal humerus. 

We have fixed all olecranon osteotomies with 
6.5mm cancellous screws and reinforced with tension band 
wiring. The pseudoarthrosis of olecranon osteotomies has 
been reported, independent of patients age in upto "0% of 
patients Except for one delayed union there was no major 
problem with olecranon osteotomies in our study, Use of 
cheveron osteotomy has decreased the incidence of non- 
union’. Commonest problem encountered in our series 
were prominence of hardware and skin breakage over 
screw head, the incidence of non-union is low in these 


Table IV 


Pain 

ROM 

1 

Activity 

1mm 

ArtlculQi 

surface 

Step> 

1mm 

Articular 

surface 

dlastasls> 

malalignm 

ent>10‘ 

No 

>F.ROM 

Full 

Nil 

Nil 




Helerotrophic 

osslflcatfon> 

10mm 

Pseudoar 

throsls 

complication 

Result 

Nil 

Nil 

Superficial 
Wound infection 

Excellent, 


Good 


Excellent 


Excellent 


Excellent 


Good 



Acttvi 


Related 


1 Q I No 

1 1 Activity 1 <F.ROM Oiminuatton 


Reloted 


121 occ 


>F.ROM| F 


II 


1 4 occoslooo! >F.ROM -do- 

]T No >F.ROM -do- 

16 No >F.ROM -do- 

17 No >F.ROM -do- 




Good 

Good 

Good 

Folf 


19 ActMty <F.ROM wtenuptton -f + ' 

_ rekjted 

20 1 No I Full I Full I • L: 1 L: 

F= functional. ROM=range of motion, > =grater than, < = less than 


Present 


Non-union 


Poor 


Excellent 
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fracture 2% and mostly occurs at supracondylar level . In 
our series there was one non-union, because of severe 
osteoporosis all screws loosened out. 

Incidence of ulnar nerve injury has been reported in 
5- 15% of patients ' . In present series only one patient had 
ulnar nerve dysfunction because a backed out screw was 


pressing on 



nri qinal article 

nerve, which resolved once screw was 

removed.Qi^ therefore not a contraindication to 

ORIF Indeed in old people, it is most important to restore 
Ihll function so that they can perform the activities of daily 
living and look afterthemselves 
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Incidence Of Help Syndrome In Severe Pregnancy Induced 
Hypertension And Its Impact On Maternal And Fetal Outcome: 


Shafika Banoo.Tanuja Amin MakhdoomI, Shahida Mir. Javid A Malik 



Abstract 


We investigated the incidence of HELLP syndrome in patients with severe Pregnancy Induced 
Hypencnsion(PIH) and its impact on matema! and fetal outcome. It was a prospective study in which patients with 
severe PIH{B.P.> 1 60/ 1 1 OmmHg) were investigated for HELLP syndrome in a tertiary care teaching hospital in Srinagar 

(J&K)and included one hundred consecutive patients who attended either out-patient clinic or emergency department All 

the enrolled patients with severe PIH underwent detailed investigations including a complete haemogram, liver function 
tests and relevant investigations for hemolysis. We found that 10% patients had evidence of HELLP syndrome (i e 
Platelets<l00.000/mnv, Serum LDH>600IU/L, Serum SGPT>701U/L and Schistiocytes and Burr cells on peripheral 
blood film), whereas 8% had Partial HELLP syndrome(i.e.some but not all criteria of HELLP syndrome) and the 
remaining 82% had no evidence of HELLP syndrome. There was a significant difference in diastolic blood pressures 
among the three study groups (p<0.05). Cesarean delivery was Indicated in 40% patients with HELLP syndrome.Though 
there was no maternal death in the present study, overall fetal mortality was 1 0% including 20% from patients with HELLP 
syndrome and 9. 7®.o from these without HELLP syndrome. Disseminated intravascular coagulation (DlC) complicated 10 
^o. acute renal failure 10®/o and placental abruption 20% palientsofHELLPsyndrome. We concluded that the incidence 
of HELLP syndrome in severe PIH is 10% and it increases with maternal age and gravidity. Partial-HELLP syndrome 
complicates 8% of such patients. Acute renal failure, DIC and placental abruption frequently occur in HELLP syndrome 
associated pregnancies. Perinatal outcome Is also adversely affected and mortality may be as high 20% 

jK-'pm'ciitiorier'2^^^^ 

Introduction: 

Although the association of hemolysis, elevated liver enzymes and 
low platelet count.the HELLP syndrome in pregnancy was recognized much 
earlier.it was first described in 1982 . It is a frequent complication of severe 
pre-eclampsla-eclampsia that is characterized by multisystem involvement, 
dominated by microangiopathic hemolytic anemia, hepatic dysfunction and 
thrombocytopenia which usually progresses to disseminated intravascular 
coagulation(DIC).The HELLP syndrome in general complicates 0.2 - 0.6% 
of all pregnancies but its incidence increases to 4- 12% in severe pre- 
eclampsia*. 

The HELLP syndrome is usually misinterpreted as a non-obstetrlc 
problem because of its inciduous onset and diverse clinical behaviour and 
thus the syndrome is often advanced before an accurate diagnosis is made, it 
may also present with convulsions, jaundice or bleeding from any mucosal 
surface and one-third of these patients present postpartum within 48 hours.it 
is common in white multiparous women between 25 and 37 years of age. We 
carried out a prospective study to know the incidence of this syndrome in 
severe in our population and to assess its impact on maternal and fetal 
outcome. 

Methodology: 

Present study included one hundred consecutive patients with 
severe PIH(B.P. 160/1 10 mmHg) admitted to L.D. hospital of Government 
Medical College Srinagar India ( a tertiary care institute) between July 1999 
and December 2001 . After written informed consent and clinical evaluation, 
haematological and biochemical investigations including platelet count, 
liver function tests and hemolytic profile were ordered In all the enrolled 
patients. We diagnosed HELLP syndrome if the platelet count was less than 
100,000/mm '.serum glutamic oxalotransaminase(SGPT) more then 701U/L, 
serum lactate dehydrogenase (LDH) 600IU/L and peripheral blood smear 
revealed evidence of microangiopathic hemolysis (i.e. Schistiocytes and 
burr cells). All patients were investigated for renal failure, DIC, 
haemorrhage elsewhere (hepatic subcapsular, intracranial,etc) and placental 
abruption. Enrolled patients were divided into three groups, depending upon 
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whether they had no feature ofHELLP syndrome (Group A), 
some but not all the features (Group B) and those who 
fulfilled all the diagnostic criteria for HELLP syndrome 
(Group O.Treamcnt plan was standardized in all the three 
study groups and drugs known to cause hepatitis, hemolysis 
and thrombocytopenia were not used. Maternal and fetal 
outcome was assessed In temts of morbidity and mortality. 

BesuiiSI 

Out of 100 enrolled patients with severe PIH , 82 had 
no investigation suggestiveof HELLPsyndrome(Group A), 
g had some but not all the criteria (Group B) and the 
remaining 10 met all the criteria required for diagnosis of 
this syndrome(Group C). Overall. on presentation 50% 
patients had pedal edema, 33% had vomiting, 12% had 
convulsions and 3*^0 had jaundice. In group C,70% patients 
were aged between 3 1 and 42 years whereas 77% of patients 
in other two groups were below 30 years(p<0.05).Seventy 
percent of patients from group C presented before 32 weeks 
of gestation. Unlike systolic blood pressures, there was a 
significant difterence(p<0.05) among the three groups in 
diastolic blood pressures(Table 1 ). 

Table 1 : Systolic ant! Diastolic b(o«jj| pressures in three study {>roups: 


A 

pNmnfxf— 

82 

166.5 

■ft-va!>h) . 
>005 

DDP^mi:an) 

<0.05 

U 




1 19 0 


"C 

"TD 

1 /u u 


1 ^ I ^ 

■^xrtTS — 

|CrrtupA|i 

1 RiilnollLLL 

rsynuromc 

hur: :S>sioiic 

loou preset 


"T rsr Hill iij 



rc 


DBP: Oinslolic hloud pressure 

Overall 15 patients had platelet count below one lakh, out of 
which 2.3 and 10 were from groups A.B and C 
respectively(p<0.05).AII the patients in group A had SGPT 
levels between 28 and 49 lU/L .whereas four in group B and 
all the ten In group C (Table 2) had these levels between 75 
and 90 IU/L(p<0.05).The serum levels of LDH (Table 2) 
Serum SGPT in lU/L 


Table 2: Scrum SGPT , 

LDH and Platelet levels in three studv 

groups: 

Group 

Number 

SGPT 

(mean) 

p-value 

LDH 

(mean) 

pvatue 

Platelets 

<10Vmm* 

Pvalue 

A 

82 

36.7 

<0.05 

285.6 

<0.05 

Nil 

<0.05 

B 

08 

74.3 

<0.05 

507.1 

<0.05 

5 (62.5%) 

<0.05 


10 

82.3 

<0.05 

619.2 

<0.05 

10(100%) 

<0.05 
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of Burr cells in 12 patients(2 from groupB and 10 from 
group C) and Schistiocytes in 10 patients (all from group 
C). Acute renal failure complicated one (lO/o) , IJIC 
one(10%) and placental abruption two (20%) patients of 

HELLPsyndrome. . k/.ooo/v 

Cessarean delivery' was required in 15 ( lo.z/o ) 

patients in group A. three (37.5%) in group B and four 

(40%) in group C.Though there was no maternal death m 

any study group(Table 3). there were ten fetal deaths 

including eight (9.7%) from group A and two (20%) from 

groupC(p<0.05). 

Discussion; 

The triad of hemolysis, elevated liver enzymes and 
low platelets, the HELLP syndrome has been considered 
variously as, a variant of pre-eclampsia .misdiagnosed pre- 
eclampsia. mild Die ■, etc.Considering the adverse effect 
this entity has on maternal and fetal outcome, early 
diagnosis and proper management are crucial. Wc studied 
100 consecutive patients with severe pregnancy induced 
hypertension (PIH). to find out the Incidence of HELLP 
syndrome in such patients and its impact on maternal and 
fetal outcome. 

The HELLP syndrome complicates 0.4% of all 
pregnancies and 4 to 12% of those with pre-eclampsia. In 
the present study 10% patients with severe PIH had 
evidence of HELLP syndrome, which does not differ from 
that reported by some previous authors ' . However other 
investigators have found its incidence as high 20% in such 
patients . We found increased incidence (70®/o) of HELLP 
syndrome among multigravida in higher age group (3 1 to 
42 years), an observation made by previous authors as 
well '. Though reported at age as young as 14 years all 
our patients diagnosed as HELLP syndrome were between 
22 and 40 years. 

' Due to lack of symptom specificity HELLPsyndrome 
can be easily missed on casual clinical assessment. 

Majority of our patients with HELLP syndrome 
presented at gestational age of 24 to 36 weeks 
with nonspecific symptoms including fatigue, 
malaise, vomiting, abdominal pain, jaundice, 
edema and convulsions which does not differ 
from that already reported .Thus careful 
examination and relevant investigations in a 
given clinical setting are of 


im mense 


Serum LDH in I(J/L 


patient. 


importance for early diagnosis and proper 
management of any hypertensive pregnant 


rable3: Complications, Maternal and Fetal Mortality: 

Complication 

Overall 

In HELLP 
s\ ndrome 

Renal Failure 

3(3%) 

1 (10%) 

Die 

I fl®/o) 

1 ( I0®n) 

Placental Abruption 

4 (4®/o) 

2 (20%) 

Intracranial Haemorrhace 

1(1%) 

Nil 

Maternal Deachs 

Nil 

Nil 

Fetal Deaths 

I0(10®/o) 2(20®/o) 


DIG: Disseminated Intravascular Coagulation 

were elevated to >600 lU/L in 14 patients including four 
from group B and ten from group C which on subgroup 
analysis using ANOVA revealed significant 
difference(p<0.05).Peripheral blood film showed presence 
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Various complications observed In the present 
study included DIG. acute renal failure and placental 
abruption which are already known However we did not 
encounter some other reported complications I ike hepatic 
rupture, pulmonary edema, retinal detachineni. 
disseminated fungal infections.etc. Fortunately we had no 
maternal deaths among HELLP syndrome patients, 
whereas maternal mortality figures of 4 to 25% have been 
reported previously " depending among various factors the 
severity of PIH, nature of complications and e.xpertise to 
handle such patients. There is a progressive rise in maternal 
morbidity and mortality as the pregnancy moves from 
class-IH to class-1, HELLP syndrome Reported perinatal 
mortality in HELLP syndrome ranges from 8 to 60®o 
which does not differsignificantly from what was observed 
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in the present study (20%). 

In summary, we conclude that the incidence of 
HELLP syndrome is 10% in pregnancies complicated with 
severe PIH and it increases with maternal age and gravidity. 
Partial-HELLP syndrome complicates 8% of such patients. 
Acute renal failure, DIC and placental abruption tend to 
complicate these pregnancies frequently.Perinatal outcome 


is also adversely affected and monality may be as high 20% 
Optimal obstetric and neonatal care improve maternal and 
perinatal outcome. We recommend that all pregnant women 
having nonspecific symptoms should have complete 
hemogram and liver function tests and if required hemolytic 
profile as well, irrespective of maternal blood pressure. 
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n Antibody, rest of 5ml ofblood 

was allowed to clot at room temperature and the sera were 
separated by configuration and was tested for 
Anticardiolipin antib odies by ELISA techniaue 

~ TABLE r 1 

Distribution of 50 cases with unexplained repeatec 
spontaneous abortions and 50 controls according to aue 


Age (Years 
21-25 
26-30 
31-35 
36-40 


Cases No % 
15-30% 

26 - 52% 
7-14% 
2-4% 


Number of pregnancies 


Controls No % 
18-36% 
30-60% 

2-4% 

Nil 


r. . TABLE IV , 

Distribution of 50 cases with unexplained Repeated 
spontaneous abortions and 50 according to ^uTut 

anticoagulant LAC and ACA positively ^ ^ 

LAC(+vc)°^*'"‘'*’"‘*‘" StudyCroup ControlGroup 

LAC(-vc) 43 5? 

ACA(+ve) 5 Q 

ACA(-vc) 45 5Q 

Fisher test for LAC = P<0.0 1 2 

FishertcstforACA=A<0.056 


TABLE II 

Distribution of cases according to the number of pregnancJ 


wastage 

S.No. No. of pregnancies wastage 
1 Two Pregnancy wastage 

2. Three Pregnancy wastage 

3 . Four Pregnancy wastage 
Five Pregnancy wastage 


Total No. of patients 
3 1 (62%) 

16(32%) 

2 (4%) 

1 (2%) 


TABLE III 

Distribution of cases according to the number of normal 
Pregnancies In control group 
S.No. No. of Pregnancy No 

I Two normal pregnancy 4 1 (82%) 

2. Three normal pregnancy 9(18%) 

3. Four normal pregnancy nil 


V DETAILS OF APL POSITIVE PREGNANCIES IN OUR STUDY GROUP 



G-Gravida. 

ACA- Anticardiolipin Antibody. 

PE Remote from Team-Pre-eclampsia 
Remote from term. 

LSCS- Lower Segment caesarian section. A-Abortion 
lUGR- Intra uterine Growth Retardation. 


P-Parity. 

LA- Lupus Anticoagulany Antibody 
lUD- Intra Uterine Death. 



. discussion- 

The present study suggests association between 
lupus anticoagulant, anticardiolipin antibodies and 
pregnancy wastages. An association between 

antiphospholipid antibodies and pregnancy wastage in 
othenvise totally asymptomatic patients has been recently 
reported. However previously attention was focused on the 
role of antiphospholipid antibodies in causing repealed 
abortions mainly in women with SLE. In our study ACA 
and LAC positively was associated with repealed 
abortions even in the absence of SLE . 

Our findings indicate that antiphospholipid 

antibodies are relevant factor in repeated abortions and 

may explain a considerable percentage of unexplained 
miscarriages. 

The pathogenetic mechanism of this clinical 
event is poorly understood. There is extensive thrombosis 
of placental vessels. Placenta also shows extensive 

infarcts. It has been suggested that these antibodies may 
react with phospholipids antigen in the placental infarcts 
and may result in reduced nutrient transport across the 

placenta. It has been 
suggested that these 
antibodies may react with 
phospholipids antigen in the 
placental Infraction and 
result in reduced nutrient 
transport across the 
placenta 

In addition, there is 
evidence that plasma 
containing lupus 
anticoagulant antibody 
inhibits the production of 
prostacyclin by vascular 
tissue. Plasma containing 
Lupus anticoagulant 
interacts with vascular 
endothelium and inhibits 
prostacyclin synthesis. Since 
prostacylins have a 
physiologic role in 
pregnancy, their inhibition 
may have an adverse effect 
on pregnancy. Similarly the 
hypothetically different role 
of LAC or ACA in these 
mechanisms are not known, 
and both may in fact be 
merely only a serologic 
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epiphenomenon of more general immunologic disorders . 

^ In our study group there were 8 patients showing 
positive APL test. These patients showed wide range of fetal 
^sses 2-5 with the mean of 3. 2. 

In this group of APL positive patients, a total of 33 

pregnancies occurred. 

Out of these 33 pregnancies, 26 (78%) terminated 
prematurely and in which 18 (54%) losses occurred In l- 
trimesterand4(12%)each In lindand Ilird trimester. 

In ourstudy of remaining 7 (21%) pregnancies, 3 
patientswerealready alive issues without treatment. 

^ Rest of the four patients are under our surveillance. 

All the patients were put on low dose aspirin, out of which 
one patient attended antennal clinic regularl> and was kept 


under intensive monitoring and surveillance throughout 
her pregnancy. She developed pregnancy induced 
hypertension in her last trimester and pregnancy was 
terminated favourably at 37 weeks of gestation by 
elective lower section caesean section. The male baby 
born to this patient weighed 2.8 Kg with Apgar score 
10/10 and no congen Ital ana logy. 

One of our patients hailed from a very remote 
village and lost track of her very early In the antenatal 
period. 

The remaining two patients are in the midest ot 
their pregnancy and have crossed the critical period of 
gestation where they had suffered losses earlier. 
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case report 

Seminoma in Undesended Abdominal Testes In a Patient With 
Persistent Mullerian duct syndrome 


M.Y.Wanl, NIssar A. Wanl. Mudassir H Rather. Bashir A Chechak. Tarlq A Sheikh Mohammad Shafi Wani 



Abstract 


We report a case of seminoma in undesended testis of a patient with persistent Mullerian duct syndrome 

This 38 year old patient was subjected to exploration with a preoperative presumptive diaonosis of tiii^fn 

undesended, abdominai testes, made on the basis of a detaiied history, clinical and rld^?oqical examinat r^n 

(USG & CT Abdomen). On exploration a testicular tumor mass and an unrecognizabl^^ pelvic structure 

(subsequentiy proven to be uterus & Cervix) were removed and RPLND performed Patient was subiert^ri 
adjuvant chemotherapy and had uneventful convaiescence. was suojected to 

JK-Proctitloner 2007!l4f2V 96.99 
Introduction: 


Persistent Mullerian duct syndrome Is a releatively rare inherited 
defect of sexual differentiation characterized by failure of regression of the 
Mullerian ducts in males. The affected individuals are phenoiypically 
normal males but have a rudimentary uterus and fallopian tubes along with 
unilateral or bilateral undesended testes. This internal male 
pseudohermaphroditism is caused by a deficiency of Mullerian duct 
inhibitory factor.' A genetic mutation of chromosome 19 seems to be 
implicated in this condition.’ Like other undesended testes these gonads are 
at increased risk of malignant transformation (7-35%) and a variety of germ 
cell tumors have been reported in association with this syndrome.' These 
patients often present with Cryptorchidism or an inguinal hermia or rarely 
may may present as abdominal mass as a result of malignant transformation 
of undesended testes. 

Case report 
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Seminoma testes 

Reementary Uterus & falopum tube 


A 38 years old male patient, non-smoker, normotensive, married 
16 years back, father of two children, presented to OPD of SMHS hospital 
with one month’s history of progressively increasing swelling lower 
abdomen and vague lower abdominal discomfort. Patient was constipated 
for last fifteen days from the date of admission. He also complained of e^y 
fatigability. 

Examination revealed that the patient was mildly anemic (HB: 
1 0.5 gm %) and has a scar of previous surgery over right inguinal area. On 
checking his previous medical records, it was revealed that the patient had 

Key words : Mullerian Duct, Seminoma, Pseudohermaphroditism 
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diagnosed as a case of bilateral undesended tested with 
• ht Indirect Inguinal hernia six years before this admission 
'’'®. j^ad undergone right Inguinal hernia repair with right 
hidectomy at that time. Patient had well developed penis 
h t scrotum was underdeveloped. Abdominal examination 
^ vealed flnn to hard, non tender, fixed swelling occupying 
J"® gastrium and right iliac fossa. Routine Lab 
• ^estigations were normal except for an Hb of 10.5gm%. 
ijltrasound examination revealed mass of mixed 
hogenicity about 9x10 cm, predominantly solid arising 
from pelvis. There was no ascitis, para-aortic or pelvic 

Ivmphadenopathy and I iver metastasis. 

^ Abdominal CT scan of the patient showed the 
nresence of a second soft tissue swelling within the pelvis 
but no Para-aortic lymphadenopathy or ascitis. A 
nreoperative presumptive diagnosis of testicular tumor in 
left undescended testes was made and patient was subjected 
to exploratory laparotomy. 

At operation a globular, mobile mass of 9 x 10 cm 
(subsequently proved to be Seminoma) was removed along 
with the second soft tissue swelling (Subsequently proved to 
be uterus with fallopian tubes). Retroperitoneal lymph nodes 
were also found to be enlarged and a RPLND was 
simultaneously performed. Patient was subjected ato 
adjuvant chemotherapy in the post - operative period. 
Patient experienced uneventful post-operative period. 
Pf^cussiom 

The persistent Mullerian duct syndrome(PMDS) is 
a rare disorder. The exact incidence is not known. The term 
PMDS was originally used by Nelson in 1 939 and since then 
about 142 cases and been reported till 1997.’ PMDS is 
thought to be heterogeneous disorder occurring either as a 
result of deficiency of Mullerian inhibiting substance or 
failure of the tissues to respond to it due to receptor or post 
receptor defect. The Mullerian inhibiting substance gene 
was cloned in 1986 and localized on the short arm of 
chromosome 19(19p 13.3).^* The condition may occur 
sporadically or be inherited as an X- linked recessive or sex 
llmitedARtrait. ’ 

Patient with PMDS have 46XY karyotype, male 
phenotypic development and in addition to testes, have 
Mullerian duct structures. Typically these phenotypic males 
have unilateral or bilateral undesended testes, bilateral 
fallopian tubes, a uterus and an upper vagina draining in to 
prostatic utricle. The condition is commonly diagnosed 


case report 

when Mullerian tissue is encountered during inguinal 
herniorrhaphy or orchidopexy, but at times may remaina 
undiagnosed atill 3" / 4* decade of life when the patten 
presents with an abdominal mass as a result of ma ignan 
trans-formation of one or both undesended testes. 

The PMDS can be divided into three groups; 

I. In 60-70% the testes with Vas dcferencs 
along with the uterus and fallopian tubes are located in 
the abdomen, in positions analogous to the ovaries. 

Inguinal hernia is not present in this group. . 

II. In 20-30%, one testis is found in ther inguinal 
hernial sac or scrotum in association with contra-lateral 
inguinal hernia called hernia uteri Inguinalis, with the other 
testes, uterus and fallopian lubesas its con 
tents. 

III. The remaining 10% patients have transverse 
testicular ectopia, where both testes are found in the same 
hernial sac withuterus and coressponding tubes. 

The risk of malignancy associated with 
undesended testis in a case of PMDS is same as that of an 
abdominal testis 7-35% (avg. 1 8%). The commonest tumor 
reported in such cases is seminoma though other germ cell 
tumors have been reported. Bilateral seminoma in the 
settings of PMDS has also been reported." Malignancies in 
uterus and vagina have not been reported. Most of the 
patients with PMDS are infertile, although fertility has 
been documented in some cases . 

The semen analysis of infertile males reveals 
azoospermia or oligospermia. Management of PMDS by 
and large aims at prserving the potential fertility and 
minimizing of risk of malignant transformation of 
undesended testis. The Mullerian Structures which have no 
malignant potential should be left in place because the 
resection of uterus can damage (he vasa deferantia which 
are embeded in the wall of the uterus , Thus leaving the 
Mullerian duct structures alone and performing staged or 
primary orchidopexy has been suggested but a long term 
follow up is then mandatory.' However, orchidectomy 
with excision of Mullerian structures followed by 
hormonal replacement is the other safe option, especially 
when long term follow up is not possible. 

If malignancy is associated with this syndrome, 
the staging and treatment policy should be similar to that 
for other testicular tumors. 
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Ellis Van Crevald Syndrome 



ChochcoJovaid. Arshid Bhat. Toriq Shot, Tosadoq Bhat. Ramzan Bhat. Ahmad Feroze. Sami Jan 
Abstract 

A case of Ellis Van Crevald syndrome without cardlov/p^f'i iiar u 

rarity. The disease is an Autosomal Recessive disorder involving the ti^ues^orpr?nH°'^®'^ 

mesodermal origin. The patient had an unusual association of Bronchial Asthma ^ ®=‘°dermal and 

JK-PfQctltloner 2Q07 i4f2V inn. 

Introduction 

Ellis Van Crevald Syndrome (Chondroeclodcrmal Dysplasialis 

disorder involving the tissues ofecto^mtal and 

mesodermal origin . 

Case Report: 

A 19 year old girl presented to us as a ease of second episode of 
exacerbation of bronchial asthma and was found to have short statt.re On 
examination she had a height of 4 1 /2 feet, upper and lower extrem hies were 
shortened out of the proportion of trunk. The US was 76.5 cm. LS was 60 5 
cm arm span of 78 cm, high arched palate, large tongue, upper lip was 
attached to the gums by 3 frenular bands, abnormally shaped pec like 
dysplasic teeth, hypoplastic nails, syndactallly of little finger of both hands 
6 digits m both hands and feet, bilateral genu valgum and inversion of rich! 
foot. Her psychomotor and mental development was within normal limits 
She had a normal menstrual history. A skeletal survey showed short and 
tubular long bones with clubbed ends. Both knees showed hypoplasia and 
irregularity of lateral portions of upper tibia! epiphyses and dome shaped 
melaphysic leadingto the valgus defomiity. Her chest X Ray and ECO was 
normal. The Echocardiography Scan and TEE was also normal. Her 
Pulmonary Function Test showed obstructive pattern with PEFR of ^>50 
It/min and reversibility of 22% after bronchodilation with short acting 2 
agonists. The case was diagnosed as Ellis Van Crevald Syndrome without 

cardiovascular anomalies. Hence this case report is being given for its rarity 
Discussion: 

This rare skeletal dysplasia was first described by Richard W Ellis 
and Simon Van Crevald in 1940 who coined the term Chondroectodermal 
Dysplasia\ This rare genetic disorder is transmitted in an autosomal 
recessive mode. The parents are of normal stature and both are carriers of 
mutation. A higher incidence of this syndrome has been demonstrated in 
Amish Community of Lancaster. Pennsylvania and Arabs of Gaza Strip 
The incidence has been estimated at I per 60,000 live births^'. 

Etiology: Recent studies have found 2 genes in head to head configuration 
along the chromosome 4. Mutations in EVC gene at 4pl6{EVCI}is 
purported not to cause the syndrome while as the mutations in the other gene 
at 4p20{EVC2}are currently thought to be implicated. The cytogenetic 
techniques have shown segmental unlparentral disomy ofchromosome4'. 
Clinical Features: 

These include post axial polydactaly of hands and sometimes feet. 
The hands are short and broad. Polydactaly may be just extra soft tissue not 
adherent to skeleton and devoid of bone, cartilage, joint or tendon; or the 
digit may show duplication with components like bifid metacarpals or there 
may be complete digit formation with its own metacarpal and complete soft 
tissue. There is also short limbed dwarfism. The bony dysplasia is 
characterized by acro-mesomelia- relative shortening of distal and middle 
segments as opposed to proximal segments. Knock Knees develop with 
growth due to poor development of Tibia. The Spine is unaffected'. The 
systemic anomalies are as follows: 

Oral: p artial hare lip, defect in Alveolar ridge, neonatal teeth, 
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delayed eruption, multiple fremila. abnormally 
shaped and microdontic teeth, congenitally 
missing teeth'. 

2. Cardiac: cardiac anamoHes are present in 50®^o of 
patients and include ASD, Single atrium or VSD . 

3. Thoracic parietal: Narrow chest, pectus carinalum. 
short and poorly developed ribs. 

4. Genital: Epispadias, hypospadias, 

cryptorchidism"’. 

5. Limbs: Low Iliac wings, spur*like projections at 
mediolateral aspects of acetabula (trident pelvis), 
fusion of capitate and hamate, frequently a ninth 
carpal bone develop", short thickened tubular 
bones, talipes equinovarus. nail dysplasia. 

6. Renal: Glomerulopathy with nephritic syndrome. 

7. Hepatic: Paucity of bile ducts progressing to 
cirrhosis. 

8. CNS: Dandy Walker malformation. 

Anomalies of eye, mouth, palate and mental 

retardation have also been reported In the E VC syndrome. It 
may be associated with Hydrometrocolpos, Thymic 
Hypoplasia, Nephronophtisis. In our patient there was an 
unusual presentation of Bronchial Asthma which has not 
been reported so far for EVC Syndrome. Whether this is a 
mere coincidence or a rare manifestation of the same disease 
needs to be explored. 


Diagnosi.s: 

The condition can be diagnosed in the first 
trimester of pregnancy through a USG Scan looking for 
extra lingers of toes, cardiac defects, abnormalities of 
kidneys and underdeveloped limbs’. Clinical and 
radiological futures help in diagnosing the case in children. 
Molecular genetic Testing is available in a few centers of 
the world. 

The main differential diagnosis is Asphyxiating Thoracic 
Dystrophy (Jeune's Syndrome) . However, these two are 
different conditions and can be diflerentiaied clinicalK . 
Approximately 50% of all children with EVC S>ndrome 
die in infancy due to breathing problems fro the lack of 
chest development and associated heart anomalies. 
SigniHcant Knee deformity can interfere with walking 
ability. 

Treatment: 

The disease requires a multidisciplinary approach 
to the treatment requiring surgical orthodontic and 
prosthodontic regimen to correct craniofacial morphologv 
and teeth defects; distraction osteogeesis for limb 
lengthening; Corrective surgery for genu 
vaIgum;Peadiatric Cardiologist at or soon after the birth; 
Urologist-if abnomialilies of sexual organs or urinar> tract 
are present; Clinical Geneticist and Respiratory Physician. 
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MRI in Joubert Syndrome 


Naseer A Choh, Shabeer A Bhat , Suheel A Choh. 



Abstract 


Joubert syndrome is characterized by inherited apiasia or hypoplasia of vermis with episodic hyperpnea 

ocuiomotor, abnormalities and variable rnentai 

retardation, Thisclimcat entity IS probably underreported With a prevalenceof less than 1 in 100.000, 

JK-PfQcmiQn ef2007:14f2V 1Q2.1Q3 

Introduction ^ * 
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syndrome is prototype of congenital vermian hyperplasia 
(CVH) ; when other extracranial features are associated, this is referred toas 
CVH plus syndrome c.g. Meckel Gruber ( with ectodermal dysplasia ) 
senior-token ( Leber congenital amaurosis plus juvenile 
nephronophthiasis ), COACH ( hepatic fibrosis ), etc. We describe MRI 
features of an Infant with seizure disorder and developmental delay which 
were typical of the classic Joubert syndrome 
Case Report; 

A 2 yr old child was referred for MRI of brain for seizure disorder 
and developmental delay. The child also had a history of episodic apneic 
spells ( labelled as breath holding spells ) and tongue protrusion. His 
physical examination was unremarkable. 

MRI revealed absent cerebellar vermis with a narrow cleft 
separating the cerebellar hemispheres with a classical molar-tooth 
appearance of midbrain with prominent superior cerebellar peduncles . The 
fourth ventricle had an 
open -umbrella type 
appearance , connected with 
the median fissure 
separating the two 
cerebellar hemispheres. 

Sagittal images 
revealed that fastigial point 
and primary fissure were 
lacking. 

Discussion:- 

J o u b e r t s 
syndrome was first , 

j j i • T mini imtfsc show^k 

described in five children medUncleri sepanUingtheccrebeUarhcinisphertSHith 
with periodic hyperapnea, open umbrella appearance or4'‘ ventricle. 

abnormal eye movements, 

ataxia and mental 

retardation. Since then, approximately 200 cases of the disorder have been 

reported, revealing a 
variable phenotype. 
Common signs and 
symptoms include 
hypotonia, impaired 
equilibrium and 
developmental 
delay. Associated 
abnormalities 
include 
characteristic facies 
with high rounded 
eyebrows and 
triangular shaped 
mouth, episodic 
hypemnea or annea 


Kig 2 vMoIttr loulh a|)|>«iir«nce of mldbrain thin superior 
ctrcbellar peduncles , visible due to superior vermian hyplisia. 
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To to 75 "/o of patients , ocular abnormalities, renal and 
IT •fa) abnormalities ’.There are numerous “congenital 
hypoplasia plus” eponymous syndromes like 
M^kel GruW senior -token, COACH syndrome , etc’. 

The pathogenesis of Joubert syndrome involves 
bellar abnormalities such as vermian hypoplasia, 
ronal loss and gliosis of purkinje layer, fragmentation of 
^dentate nucleus as well as malformations of brainstem, 
as abnormal elongation of locus ceruleus, inferior 
^rvary dysplasia, absence of pyramidal decussation, and 
® ‘ malies of the dorsal column nuclei, solitary and 
^"^eminal tracts.These abnormalities may account for the 
*hnormal saccadic eye movements and abnormal 

respiratory pattern In Joubert syndrome' ’ 

^ Quisling et al' while reviewing the MR features of 

15 patients with Joubert malformation, have described 

following morphologic features: 

1 Dysgenesis of the isthemic portion of the 
brainstem at the pontomesencephalic 
junction. 

Abnormally thick superior cerebellar peduncles 
perpendicularto brainstem. 

Hypoplasia of cerebellar vermis with consequent 
enlargement of 4lh ventricle and rostal shift of 
fastigium. 

Saggital vermian clefting. 

Maria BL et al have studied 15 patients with a 
diagnosis of Joubert syndrome; all patients had history of 
episodic hyperpnea and apnea , 12 patients has impaired 
smooth pursuit and defects in initiation of saccades and 


2 . 


3. 


4. 


rase report 

quick phases.Two of the most consistant radiologic 
features were absent or hypoplastic posterior cerebellar 
vermis , and deformed midbrain and pontomesencephalic 
Junction, with a classical “ molar tooth appearance . 
Yachnis AL et al have reviewed the neuropathologic 
abnormalities and histogenesis of Joubert syndrome . 

KendallB et al have reviewed CT features of 16 children 

with Joubert syndrome; 7 of these also underwent MRI 
examination. All these children were developmentally 
delayed, and many had neonatal breathing abnormalities, 
congenital retinal dystrophy and supranuclear ocular 
motor abnormalities*. Romano S et al have described 13 
patients with Joubert anomaly , emphasizing the “ molar 
tooth sign”. Four patients in their series had dilated 4th 
ventricle and were less severely affected’. Alorainy 1 A el 
al have also described brainstem and cerebellar findings in 
isolated patients of Joubert syndrome*. 

The cerebellar hemispheres have a norma! volume. 
There is mild to moderate 4th ventricular enlargement with 
a bat-wing or open-umbrella appearance. Brainstem 
abnormalities observable on imaging are less common and 
include low position of the obex, elongation of the 
medulla, abnormally deep interpeduncular fossa and 
reduced olivary volume with enlarged superior ampulla of 
aqueduct. Supratentorial abnormalities include pituitary 
hypoplasia, mild prominence of subarachnoid spaces, mild 
lateral ventriculomegaly and delayed myelination as well 
as midline anomalies ( e.g. holoprosencephaly, frontonasal 
dysplasia, facial clefting ) 
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case report 

Hydatid Disease of the Soft Tissues of the Lower Limb: 

Mudassif Moqbool Wonl, Abdul Munnon Durronl, Muhummed Shafl. Mubboshl, Mg qbool Wonl. MussadlqKhan 
Abstract 

A rare case ofprimarx intramuscular hydatid cyst is reported here because of its unusual presentation A vom,.. m 
presen ed chn, calls as havntg a solt cyst.e mass m the proximal region of the posterior compartment o t e ^-^ 01 ^ T 1 ’’ 
cl, meal presentation shosved a lesion sv.lh a predominantly cystic pattern, elosely mimicking a soft-tissue neon Lsn P, s'; 
operative histopathological examination conlinned hydatid cyst. A high level of awareness concerning the occurrence n 
these cysts is important, especially m regions where echinococcus is endemic. Radiological investigations can he I c nful m 
non-inwasive diagnosis ol the condition. Surgical treatment follows the principles of malignanT tumors namel w I 
surgical resection. A dillercntial diagnosis ot hydatid disease should be kept in mind in a case of swelling of'the lower limb 

JK-Pfocfltloner 2007 14(2): 104-106 

Hydatidosis is known 
'' i n c c Hippocrates, 
lichinococcinsis or hydatid 
disease is a cosmopolite 
antropozoonosis common to 
luimans and several mammal 
species. It is endemic in many 
parts of the world where sheep and 
cattle are raised with the help of 
ilogs. This disease is ubiquitously 
distributed with more frequent 
occurrence in the Mediterranean 
countries. East Africa. South 
America. Russia and Australia'. Dogs are the principal host and sheep are the 
most common intermediate host. Dogs acquire the infestation by ingestin'* 
hydatid scoliccs from infected sheep organs. The parasite develop.s*inio a 
lapewonn in the dog intestine and tapeworm eggs are then excreted in dog feces 
and transmitted to humans via the fecal-oral route. The disease results from the 
development of the larval or hydatid form of the canine tenia (Echinococcus 
granulosis) in the organ ism. In humans the usual locations are the liver (52-77%) 
lung (8.5-44 %).abdominal cavity (8%), kidneys (7%).cenlral nervous system 
(0.2-2. 4%), and bone 

(1-2.5 %)’. The incidence of musculoskeletal hydatidosis is not clear. Accordinti 
to several authors, the incidence of musculoskeletal echinococcosis including 
involvement of subcutaneous tissue is 1% - 5.4% among all cases of hydatid 
disease' However, a review of the English medical literature also revealed cases 
involving the musculature of the chest wallMhe abdominal wall', the pectoralis 
major sartorius ’ and sternomastoid muscles although it has been suggested that 
muscle provides a poor environment for the parasite because of the'presence of 
lactic acid’. 
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A 35-year-old man had a 
two-month history of a painless, 
enlarging mass in the left pro.ximal 
posterior part of leg. He had no 
history of fever but there was a 
history of prior trivial trauma two 
years back. A physical examination 
revealed a painless lesion, about six 
by eight centimeters, fixed to the 
deep tissue, with a smooth surface in 
the region of left gaslrocnemus 
muscle. There was no redness, 

increased warmth or lymphadenopalhy. The left hip and knee region had a full 
range of movement. Distal pulses were equal in both lower limbs. The remainder 
ot the physical examination was unremarkable. Laboratory tests were done 
which included a complete blood count, liver function tests , kidney function 
tests, electrolytes, alkaline phosphatase, bilirubin and chest x ray, the results of all 

Keywords: Hydatid Gostrornemices topeworm.Echonococcus Granulosis 
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h ch were normal. The USG of abdomen was normal, 
j clinical and radiographic data, the mass was 

®“eved"o be a soft. issue tumor. 

After a proper preoperalive checkup, surgery was 
d and done. The subfascial, extra muscular mass was 
P’®"^ed with posterior longitudinal incision. At operation 
'h^were found [picture I and2]encapsulated, cystic cavity 
hcd to the fascia of left gastrocnemus muscle, filled with 
*n*^l of clear fluid and lined with a membrane and multiple 
5 chter cysts The cyst linings were excised, the cavity was 
hmughly Irrigated with hypertonic saline (5%) and the 
und was closed’.Histopathology confirmed the diagnosis 
Echinococcus granulosus infestation. The patient was 
alnialned on albendazaole (800mg) daily for three months 
^dremainedon follow with no recurrence till date '. 

Discussion** 

Several factors would explain the exceptional 
nature of muscle localizations of hydatid cysts: efflcacy of 
the hepatic and pulmonary barriers and muscle environment 
ot favorable for growth of hydatid larvae. The predominant 
localization in the muscles of the lower limbs could be 
explained by the volume of the muscle mass and its rich 
blood supply- Differential diagnosis of a swelling of the calf 
is easy and most of the times the diagnosis is clinched with a 
proper investigation but preoperative diagnosis of 
rnusculoskeletal E. granulosis in calf difflcult."" It may 
resemble any soft tissue tumor such as abscess, chronic 
hematoma, a synovial cyst, and necrotic malignant tumor. ■''* 
Diagnostic modalities like ultrasonography, CAT Scan and 
MRI can make the pick up rate greater Several patterns of 
disease have been recognized using various imaging 
techniques. These include the unilocular cyst, the 
multilocular lesion and the atypical complex or solid lesion.'* 


14 


Ultrasonography is sensitive and useful in 
diagnosis, showing the size, localization and type of the cyst. 
CAT scan should be performed in suspicious cases or in order 
to determine the technique of surgery with demonstration of 
the relationship to adjacent organs. MRI is capable of 
adequately demonstrating most features of hydatid disease 
with the exception of calcifications.” TVpical signs of 


case report 

hydalidosis are multivesicular lesions with or without 
hypointense peripheral ring (rim sign)'”. The diagnosis can 
be supplemented by specific IgG, complement fixation, 
indirect fluorescent, and ELISA tests”. The sensitivity of 
various serological tests used for hydatid disease varies 
from 64 to 87 %. The specificity of Casoni skin test is low 
because of this high 40% false positivity. ELISA is 80—100 
% sensitive and 88-96% specific for liver cyst infestation, 
but less sensitive for lung (50-56 %) or other organ 
involvement (25-26 %). After surgical excision of the cyst, 
reagenic antibody (Ig E) titers decrease and become 
negative after 1—2 years. If titers do not decrease, 
recurrence of echinococcosis should be considered. 
Hydatid serology is only valuable when it is positive, 
negative serologic test does not exclude the diagnosis'*. 
Management of the patient is complete surgical excision. If 
it isn't impossible to excise a large cyst en bloc, the cyst has 
to be drained intraoperaiively. Irrigated with a scolecidal 
agent such as hypertonic saline, and then excised. Excision 
is also recommended fore those with a complication. The 
likelihood of recurrent infestation” is increased after 
rupture of the parent cyst; In addition leakage of cyst 
contents may cause anaphylactic shock"’. Percutaneous 
needle biopsy is also not recommended because of the 
possibility of introducing scolices Into the needle tract 
before surgical excision or biopsy and extirpation of cyst. 
If radical surgery is not possible, medical treatment of 
these patients does not eliminate the disease and new 
operations could be necessary.' A follow up with repeal 
ultrasounds of the abdomen and a complete physical 
examination would pick up those cases resistant to drugs” 
This case illustrates that echinococcal disease should be 
considered in the differential diagnosis of every cystic 
mass in any anatomic location, especially when they occur 
in areas where the disease is endemic.” 

Hydatid cysts are rarely found in muscles, even in 
highly endemic zones. The diagnosis must nevertheless be 
entertained depending on the clinical and endemic context. 
Ultrasound is the exploration tools of choice to confirm the 
diagnosis before surgery and avoid puncture. Exclusively 
surgical treatment is indicated, ideally for total pericystic 
resection without rupture. 
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Ovarian Hydatid Disease mimicking Ovarian Endometrloma. 
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Sajad A Mgllk, Malik Aiod Hu«aln. Zahoor Gllkor, Ambreen Qu re.hl 

siiigpsssss 

echoes A nrov Ln^ H T'”', multiloculated with internal 

!«I1« . • provisional diagnosis of endometriosis with ovarian 

made and laproscopy planned However 

luspictoroThvd^f^^^^^ showed a cystic lesion in the liver, which raised the 

foTnd T '«P«rotomy was performed Th^ ?eft ov^^ Tas 

found to be cystic with clear fluid in the cyst. Left ovariotomy was 

performed. The cyst in the liver was treated by cystectomy and 

onientoplasty. The histopathology of both the lesions confirmed 

wa^s' out on' no'ir'*' uneventful and the patient 

wnsdoing ssell Till last follow up the patient 

Human Echinococcosis is a 
parasitic disease known since 
ancient times. It was first 
described by Hippocrates as a 
disease of the liver. However 
cysts have occasionally been 
reported in the spleen; kidney, 
skin, muscles and rarely in the 
heart, brain, ovaries and bones. 

TTie diagnosis of asymptomatic 
cysts depends on clinical 
suspicion. Ultrasonography and 
CT/MRl have almost 100% 
sensitivity and specificity and 
can reveal the morphology of the 
cyst.’However Ovarian teratoma 
may also give the same 
sonographic picture as 
hydatid.’Primary ovarian hydatid 
is very rarely reported (<I%). 

One such case has been reported 
P ”• by Adewunmi and Balingappa in 

Figure 2 a post menopausal woman who 

was treated by surgical excision.* A case similar to ours has been reported by 
Tampakoudis et al where there was a multicystic mass in the ovary and a 
similar mass in the liver which prompted a laparotomy and the histology 
confirmed the diagnosis.' Thus like the other authors we are also of the 
opinion that Echinococcal disease should be considered in the differential 
diagnosis of pelvic masses especially in endemic areas and surgical 
treatment gives satisfactory outcome with low morbidity especially in cases 
with^uncommon locations of hydatid cysts. 
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Lichenoid Drug Reaction i 

Tubercular Treatment 


in a Patient on Anti 


f^^gsood Ahmad MD. Qazi Numan AAasood MBBS: Iffat Hossan Shah MD, Farah Sameem MD 


Lichen planus and drug induced lichenoid eruption are 
Herd as distinct clinical and histopalhological entities, 
fhic lichen planus is commonly associated with conditions of 
immunity or chronic liver disease.On the other hand lichenoid 
^ '^^Vuption is temporally related to the intake of the implicated 
The evolution of the rash is typical with pruritus followed by 


^ Tiasiform distribution of violaceous scaly plaques which have a 
^ dency to coalescerare and a characteristic histopathology. The 
.arance is psoriasiform, photosensitive distribution is seen 
Kosal involvement is the Post inflammatory hyper pigmentation is 
^ ked We are reporting a case of extensive lichenoid drug reaction 
InnoatientonantilubercularTreatment. 

^ ^ A sixty year old woman, an old case of treated lepromatous 
1 orosy who developed Potts spine was put on anti tubercular 
eaiment (ATf) three and a half months back The patient presented 
loathe Department of Demiatology with a one week history of 
neralized pruritus for which she was prescribed anti histaminics. 
Over the course of the next three weeks the patient developed 
purplish, pruritic scaly minimally indurated plaques and papules in a 
pityriasiform distribution on the trunk(Figure l)The 
phoiodistribution on the face and hands was marked. The patient had 
involvement of lips, oral mucosa and genitalia.Scalp showed 
follicular lichenoid papules .Routine investigations were normal. 
Histopalhological examination of a skin biopsy specimen of the 
lesion revealed a lichenoid histology. In view of the patients Potts 
spine ATT was continued and topical steroids were prescribed. 

Lichenoid drug eruption' is known to be induced by 
Isoniazid and ethambutof amongst the Anti Tubercular drugs. In 
contrast to Idiopathic lichen planus the lesion in lichenoid drug 
eruption are flatter, more confluent and psoriasiform 
Photodistribution is marked with extensor involvement on limbs.The 
rash can arise anytime after the initiation of the drug therapy and even 
after discontinuation. At the same time the rash can subside even on 
continuation of therapy. Wickhams striae are not seen but post 
inflammatory hyper pigmentation is persistent. 

In our patient the rash developed three and a half month after 
initiation of ATT. Her lesions were confluent and psoriasiform. 
Wickhams striae were absent and nail involvement was absent. 
Pruritus was intense and photodistribution marked. The patient had 
mucosal involvement. Her histopathology was suggestive of 
lichenoid drug eruption. 

The patient was put on topical steroids and antihistaminics. 
Her ATT was not discontinued as the course of lichenoid drug rash is 
unpredictable and her clinical condition warranted continual ATT 
intake. On follow up after 3-4 months the patients rash had subsided 
with intense post inflammatory hyper pigmentation. 
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Decubitus Position in Spinal Surgery - Current Concepts 


suhall Afzol MS. As ff Sultan MS, Mo hd Iqbal MS, Shablr Ahmad Dhar 
Introduction: 

Spinal surgeries were traditionally under taken in 
the prone position for a long time. But some authors used 
operate the spine m lateral position. The prone position has 
the many anesthetic surgical disadvantages difficult 
ventilation compression of he endotracheal tube and the 
presence of many pressure points. Eye ball compression has 
been documented to result in vagal stimulation cardiac 
arre^st and even blindness. A catastrophic complication like 
cardiac arrest during surgery is likely to fatal since 
resuscitation is often not possible in this position. 

Abdominal pressure is likely to result in profuse epidural 
bleeding and difficult ventilation. Lateral position during 
spinal surgeries has the no disadvantage as mentioned above 
but surgeon has to have adequate training to operate the 
spine in lateral position. The purpose of this review article is 
to under stand the current concept regarding the ideal 

position to operate the spine with a review of author's own 
e.xperience. 

Review: 

Foumey DR et al' concluded from their study that 
they have perfonned done simultaneous anterior and 
posterior approach with the patients in the lateral decubitus 
position. They further stated that the simultaneous anterior- 
posterior approach Is a safe and feasible alternative for the 
exposure tumors of the thoracic and lumbar spine that 
involve both the anterior and posterior columns. Advantages 
of the approach include direct visualization of adjacent 
neurovascular structures, the ability to achieve complete 
resection of lesions involving all three columns 
simultaneously (optimizing hemostasis), and the ability to 
perform excellent dorsal and ventral stabilization in onfe 
operative session. 

Dagher C et aF inferred that Lumbar 
microdiscectomy surgery is already performed under spinal 
anesthesia (SA) in many institution. Following light 
sedation, SA is performed with the patient in the left lateral 
decubitus position, one to two levels above the herniated 
disc level. Isobaric 0.5% bupivacaine 3-3.5 ml was injected 
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intrathecally followed by wound infiltration with 15 ml of 

bupivacaine with 1/200 000 epinephrine prior to surojcai 
incision. 

Cybulski GR et al' used a modified lateral 
decubitus position with the scapula falling away from the 
side of exposure was used for Tl-5 segment lesions, and a 
prone position was used for the (T-6)-(T-12) segment. 
Adequate decompression of the spinal canal was achieved in 
all cases. All patients who were ambulating preoperatively 
maintained ambulatory ability, and pain and/or further 
neurological improvement as well occurred in 75%. 

Daulot E et al' performed thoracoscopy in the 
lateral decubitus position. The patient was prepared in the 
standard manner for a full thoracotomy. Surgical 
instruments that are needed for conversion to an open 
procedure must be in the operative room in the same 
position. Ventilation was stopped to the ipsilateral lung, 

Sukegawa I et aPreported two cases of the 
rhabdomyolysis of the erector spine muscles occurring aficr 
nephrectomy in lateral flexed decubitus position. A 39- 
year-old man (170-cm, 85-kg) underwent right 
nephrectomy for a right renal tumor. The patient was placed 
in a left flexed lateral decubitus position with a roll placed 
under the dependent iliac crest and upper half of the body 
was rotated backward for6 h. Direct, prolonged pressure on 
the paravertebral muscle was the etiology of 
rhabdomyolysis in theircases. Although theircases were not 
severe and the complications were not induced, it must be 
kept in mind that excessive pressure in a limited area can 
damage the muscle during prolonged surgery 

Wawro et al" concluded from their study that the 
correction of posttraumatic kyphosis in the thoracolumbar 
region almost always requires a combined anterior and 
posterior approach because of the particular anatomic 
situation and the pathomorphologic changes. We suggest 
that the patient be placed in a right lateral decubitus position. 
This allows dual access to the spine by a posterior midline 
approach and a retroperitoneal thoracolumbar approach, so 
that simultaneous anterior and posterior manipulation, 
correction and stabilization of the spine are possible with no 
need to turn the patient intraoperalively 

Gonzalez Della Valle A et aF Inferred from their 
study that the lateral decubitus position can cause dependent 
shoulder discomfort or result in traction on the brachial 
plexus. They measured pressure beneath the dependent 
shoulder and lateral angulation of the cervical spine in 
patients positioned in the lateral decubitus position for total 
hip replacement under epidural anesthesia. Inflatable 
pillows (Shoulder-Float) beneath the chest wall and head 
reduced pressure beneath the dependent shoulder from 66 to 
12 mm Hg (P < 0.001) and lateral angulation of the cervical 
spine from 14 degrees to 4 degrees (P < 0.001). In a 
randomized crossover study of a further 1 5 patients, the use 
of inflatable pillows resulted jn significantly less pressure 
beneath the dependent shoulder and chest wall than either a 
gel-pad or a lOOO-mL lactated Ringer's bag. Inflatable 
pillows placed beneath the chest wall and head in the lateral 
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T^fus Dosiiion provided lower pressure beneath the 
1'''neMden/shoulder than other support devices and 
fadi tated alignment of the cervical spine. When patients he 
In tl ei side. This results in pressure beneath the shoulder and 
I, lu If the head and neck to one side. These problems were 
Ifflctivcly corrected with an inflatable pillow (Shoulder- 

Sato KetaP concluded that hypotension after 
nosilioning Is sometimes seen especially in patients with 
Cervical spinal lesion operated on under prone position. 
Patients with spinal lesion and those with brain lesion arc 
roniDared in the frequency of hypotension after positioning 
in Drone Sixty-one cases operated on with prone position 
were studied. Ages ranged from 40 to 82 (mean 6 1 ) years and 
ASA grade was 1 or 2 in each case. Cervical laminoplasty 
(group C) or craniotomy (group B) are performed in 40 and 
^1 patients, respectively. Ephedrine was administrated when 
die systolic blood pressure decreased under 80 mmHg and 
the frequency of ephedrine use was compared. There were 
no difl'erences in age and sex distribution between group C 
and B The induction doses of propofol and fentanyl in group 
B were larger than those of group C, but ephedrine use in 
group C was more frequent than in group B. I n T2- weighted 
hiiage of the cervical cord, high signal intensity areas were 
depicted in cases with hypotension. The sympathetic flow 
descends in the medial part in the lateral funiculus. Damage 
of this pathway would cause autonomic dysfunction in 
patients with cervical spinal lesion and strict monitoring is 
necessary during positioning to prone 

Papin P el a!' inferred that thoracoscopic release 
and fusion of the discs space followed in the same time by a 
posterior instrumentation and fusion is a good option. Six 
cases were done in the prone position, two in the lateral 
decubitus with shortersurgical time. 

Chang SH et al"’ studied the incidence of 
perioperative ischemic optic neuropathy (POION) in spine 
surgery at our institution. . POION is a rare but potentially 
devastating and untreatable complication of spine surgery, 
particularly that performed with the patient In the prone 
position. Anemia, hypotension, long duration of surgery, and 
significant intraoperative hydration may all be risk factors 
for this condition. All patients undergoing spine surgery 
should be informed about the low but definite risk of this 
condition, and every attempt should be made during surgery 
to maintain stable hemoglobin and mean arterial pressure 
and to avoid overhydration. 

Sucato DJ et al" concluded that the results and 


complications of patients undergoing a 
anterior release and fusion comparing those performed 
p" ith those in the lateral position. A thoracoscope 
anterior. spinal release and fusion in the prone posit on 
appears to achieve the same results as when performed m 

the lateral position for pediatric spinal deform ity. 

The authors own""" experience is to perform 

operations like anterior instrumentation, posterior 
instrumentation, disectomy. anterior and posterior scoliosis 
correction . spondylolisthsis reduction m the latera 
position with definite advantage to patient, anaethesio legist 
.surgeon and other OT personnel with the best possible out 

come 

Conclusion: 

Traditionally spine surgeries were under taken in 
prone position which could be knee chest, kneeling, jack 
knife position etc. This additional gadgets like frames 
bolsters etc. This position has been has been accepted out of 
familiarity, training and experience. The problems faced by 
the surgeons including bleeding from excessive abdominal 
pressure resulting in epidural venous engorgement. Other 
disadvantages including static position during surgery and 
alteration position is almost impossible .combined anierioi 
and posterior exposure not possible, maneuvering 
equipments like C-Arm image intensifier and operating 
microscope isdiificult and strain on the surgeon. 

The disadvantages to anaesthesiologists include 
the universal need for GA and catastrophic complications 
likecardio respiratory is almost impossible to manage. 

The other OT personnel are al disadvantage 
because combined ant and posterior approach needs 
frequent change of position. The disadvantage to the 
patients include increased stress in small areas, cervical 
spine injury during position and high risk for elderly and 
obese patients. Many current articles support position of 
the patient in the lateral position with no disadvantages 
mentioned above. The patient can be positioned for 
combined anterior and posterior approach of the spine in 
lateral position. There is no bleeding, because there is less 
pressure occurring in the anterior abdominal wall and 
reduced venous engorgement. Anaesthetic risk is reduced 
in lateral position. Patient can be positioned into Kyphosis 
and Lordosis by just altering the hip and knee positions. 

The authors own experience supports lateral 
decubitus position in all types of spina! surgeries w'ith great 
advantage to the surgeon, anaesthesiologisl. assistant, other 
OT personals and the patient. 
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Induced Photo Onycholysis and Nail Pigmentation 


Qazi 


i Masood Ahmad, Iffaf Hasson Shah.Qazi Nuaman AAasood, Farah Sameem 



A iwenty five years old married female with a 
diagonosis of pelvic inflammatory disease was prescribed 
doxycycline lOOmg twice daily. Fifteen days after starting 
treatment she noticed that all her finger and toe nails were getting 
discoloured a blackish blue hue at the same time she developed a 
reddish itchy rash on her face which was aggravated on expsure 
to sunlight. Cutaneous examination revealed that her finger and 
toenails were separated from the nail bed and had a blacklish 
bIuediscoloration(Fingure 1&2). 

A diagnosis of photosensitivity with distal photo 
onycholysis was made and doxycycline was presumed to be the 
incriminating agent. The drug was discontinued and the nails 
reverted to their normal colour gradually. 

Several drugs have been incriminated in the causation of photo- 
onycholysis Including the tetracycline class of antibiotic." 
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of Fractures and 
IS net Hospital Kathua (J&K) 
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Dislocations 


of fnictures and dislocations, their age and sex^dts^ribmroV'^c^^^ analyse the pattern 

injiip-, seasonal variation, associated iniuries percentage nf cf ^ surrounding, site and side of 

and hospttalization. ' of simple and compound fractures and time gap between injury 

hmb injuries and axial skeleton injuries Radius and^TibiT*^”^ injuries were more common than lower 

Femur. Tibia were the most commonly fractured bones followed by ulna and 

second age group most commonly [nvollLd.*^^ Person most at risk for an injury, and children particularly males were 

skeleton, and their incfdencVin^creased^^^^ oveMO " ’ percent of the cases. More for limbs and 

fractures, such as those ofthe lower limbs Ri"ht side wn^ n/ m ^ TrafTic accident caused the more serious 

the compound fractures were seen in lower^ ^ Most of 

March,AprilandMay. Incidence of fractures and dislocations was most in the months, of 
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Introduction 

The understanding of the Epidemiology of a disease is one ofthe 
method that helps to find out etiology of a disease and the factors that may 
ead to Its control. The same way Epidemiology of fractures is of no less 
importance as Accidents in general and Road traffic accidents in particular 
remain a major community health problem. 

Accidental injuries arc a major cause of death in children aged over! year of 
age , Road traffic accidents are the main cause of death in a developing 
country such as Saudi Arabia^’ and the 3rd most common cause of death in ah 
age groups in developed countries such as the United States of America' 

Apart from mortality, accidental fractures are probably one ofthe 
most reliable parameters of danger factors in livesofchildren ' and adults 
The study is based on analysis of 804 cases of fractures and dislocations 
treated at District Hosp-Kathiia.w.e.f April 1.2004 to Sep 30 2005 
PATIENTS AND METHODES 

The following data were collected age, sex, cause of injury, type of 
fracture its site (upper 3rd, middle 3rd, lower 3rd), side (Right leO) 
associated injuries, residence of patients (Rural or Urban), time gap between 
injury and hospitalization, seasonal occurrence and percentage of fractures 
requiring hospitalization. Cause of injury was divided into-Road Traffic 
Accidents which included those caused by Two wheelers, Four Wheeler and 
those caused to pedestrians. Falls which included slips and falls from height 
of more than and less than 5 feet. Assault which included sharp and blunt 
weapons and rriissiles and also those caused by Sports and Industrial 
machines or Agricultural implements. 


The term type of fracture’ used in this study signifies either simple 

(closed) fracture or compound (open) fracture. Associated injuries 

comprised Head injury. Chest injury, abdominal injury, vascular injury and 

Nerve injuries. Term multiple fractures was used if more than one fractures 
had occurred. 


Time gap between injury and hospitalization was divided into less 
than 1 week. 1 -3 weeks and more than 3 weeks. 

Hospitalization of a patient meant those who required slay in 
Hospital for more than 24 hrs. and others were taken as OPD Patients. This 
study brought to light some very interesting points which are hardly 
recognised and realised. 


Key words: fracture. 
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results number of 804 patients with 1026 

^ rfracture or dislocation formed the basis 

confirmed cases patients 75.5 percent were males and 24.5 
of study. Falls accounted 47.1 percent where 

"e^rcUt of fractures and dislocations were due to 

RoadTramcAccidents_ ^ 

percent Simple fractures and 
Tliere wer^^ ^ percent Compound. Multiple 
dislocations an • percent of the cases. Associated 
f^cures in 4., percent of the cases of 

injuries were limb fractures 52.8 percent 

fractures and d ! ^ 27.5 

occurred on r o fractures and 55.4 percent of lower 

f^Tfmcmres required admission in hospital for more than 

oneday ,^ug bones, the lower third was 


al injury' were seen. 21 were of lower radial epiphyseal 
injury and2 oflowertibial epiphysis. 

97.7 percent fractures and dislocations cases 
reported with in one week of injury and only 0.6 percent 
cases reported after 3 weeks of injury. Maximum cases had 
H/o Massages who reported late. Maximum number of 
fractures and dislocations were observed in the month of 
April and minimum number was seen in the month of 
November. 

Over-all incidence among people from rural and 
urban background was almost equal. In urban people upper 
limb involvement was in 53.7 percent. 

where as in rural people lower limb involvement 
was in 52.7 percent. 

FREQUENCY OF FRACTURES AND 
DISLOCATIONS 

Fractures accounted for 96.4 percent of the total 


• — r ■ 

XABLE I Summary of Findings in the commonest Upper limb 

Fractures 


Humerus 
RadiuT 
Ulna 
Hand 
Bones 


Clavicle 


%ofTotal 

Fracture 


Sex 
M : F 


Residen 
R : U 


Cause 

RTA:0 


Side 
R : L 


Type 
S : C 


3.1:1 


1.1:1 


0.5:1 


1.0:1 


2.2:1 


0.7:1 


0.2:1 


1.1:1 


11.2 


5.9:1 


0.9:1 


0.3:1 


1.1:1 


6.6 


4.3:1 


1:1 


0.3:1 


1.4:4 


2.8 


1.5:1 


1.1:1 


0.8:1 


0.7:1 


4.5:1 


7.7:1 


Site 

percentage 


lAI 
Percent 


Upper 

3rd 


Middle 

3rd 


Lower 

3rd 


19.4 


22.9 


57.7 


7.3 


23.4 


69.3 


4.2 


involved 

in 61-5 

percent 
fractures 
. middle 

third in 
2 7.7 

percent 

a n d 

upper 
third was 

involved 

in ll-2j 

percent. 

Radius: 
bone had 
maximu 

m 69.3 

percent 
involve 

ment of ^ _ Rural, U = Urban, O = Others, S = Simple, C = Compound, |A| = Incidence of associated injuries 

lower; 

third. 


8.8:1 


0.8 : 1 


76 :- 


12.5 


Thumb 


Ray 

11.6 

Media 

Jrd 

3.9 


39.9 


Index 


47.5 


Others 


Ray 

23.2 

Middle 

3rd 

80.3 


65.2 

Lateral 
3rd 
15.8 


11.5 


8.3 


4.4 


1.3 


In lower 
limb long 
bones 
lower 
third was 
involved 

in 34.5 
percent, 
middle 
third in 
3 9.2 
percent 
a n d 
upper 
third 26.3 1 
percent. ; 

23 cases 
0 f| 
EpiphysCj 


TABLE II Summary of Findings in the commonest Lower limb 
Fractures 


1 

1 

% of Total 
Fracture 

Sex 
M : F 

Residen 
R : U 

Cause 
RTA :0 

Side 

R: L 

Type 

S : C 

Site 

percentage 

lAl 

Percent 

Upper Middle Lower 

3rd 3rd 3rd 

Femur 

10.9 

2.2:1 

1.4:1 

0.8:1 

0.9:1 

11.8:1 

55.4 30.7 13.9 

5.1 

Tibia 

17.8 

4.7:1 

1.2:1 

1.1:1 

1.3:1 

2.0:1 

16 41.2 42.8 

7.5 

Fibula 

Foot 

9.9 

4.6:1 

1.1:1 

1 

1.0:1 

1.3:1 

3.0:1 

12.6 44.9 42.4 

13.4 

Bones 

4 

5.4:1 

0.6:1 

0.6:1 

1.0:1 

3.2:1 

Talus Calcane Others 

4.6 30.6 64.8 

0.9 

Patella 

0.9 

1.9:1 

0.6:1 

0.9:1 

1.1:1 

11.5:1 

Medial Middle Commin 

3rd 3rd uted 

3.9 13.0 57 

4.3 


R = Rural, U = Urban, O = Others, S = Simple, C = Compound, |A| = incidence of associated Injuries 
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General findings in axial skeleton fractures. 

In fractures and dislocations of vertebral Column the aee 

occurred in 20-50 years age group. While 2.3 oercent 
ccuired in those under 20 years age group and 20 7 percent 
m subjects of more than 50 years of age. Of these fractures 33 
p rcent were complicated by spinal cord/root injury. Further 
analysis of the latter group showed no significant stastical 
difference in age. sex and site distribution but the evidence of 

dIsLOCAtVons'^^^'' fo*-47. 1 percent. 


In the case of females there was difference in this 
pattern, where less than 20 years age group accounted for 
22.3 percent, 20-40 years accounted for 15.6 percent and 
more that 40 years age accounted for 35.7 percent. 

age distribution showed that maximum 

injury occured in young adults 20-40 years of age who 
accounted for 43 percent of the total males followed by less 
than 20‘ycars age group. 36 percent and those more than 40 

years accounted for 2 1 percent. 

Although overall results showed that males out- 
numbered females by 4: I the age related incidence showed 

a pattern in which the ratio was almost 3.5; 1 in less than 20 

years 5.6; 1 in 20-40 years and 1 .8: 1 in more than 40 years 
age group. 

MODEOFINJURY 

In this series non-road traffic accidents were the major 
cause of injury accounting for 64 percent of the total, out of 
these 73 percent were caused by falls alone. Incidence of 
road traffic accident injury in relation to age was as 
follows. In children it accounted for 9.5 percent, while in 


TABLE in Summary of Findings in the Axial Skeletal Fractures Tg 

— adul 


%of Total 
Fracture 



V'ertebra 
Colum n 
Pelvis 


R Rural, U Urban, O Others, S Simple, C - Compound, |A| = incidence of associated injuries 


t s 
t h e 
inci 
den 
c e 
incr 
ease 
d to 
2 2 
perc 
e n t 
and 


Dislocations were uncommon, accounting only for 
3.73 percent of the total fractures and dislocations. The 
Commonest dislocations encountered in this series were- 
dislocations of shoulder 35.2 percent, elbow 23.8 percent’ 
small joints of hand and feet 20.9 percent, hip 12.4 percent 
and ankle 7.6 percent. Compound dislocations were 
encountered only in hand and ankle joints and accounted for 
15.2 percent. Table IV. Summarizes the General finding of 
the commonest dislocations. 

AGE ANDSEX DISTRIBUTION 

Age and sex distribution in this series showed a 
different pattern between 

males artd females^ 50 percem TABLE IV Suiuniary of Findings in the commonest 

dislocations occurred in less Dislocation 

than 30 years age group. All 
patients were grouped into 
three major groups, less than 
20 years, 20-40 years and 
more than 40 years. 

It was seen that less 
than 20 years of age accounted 


in those above 40 years of age accounted for 1 6 percent. 

The sex/cause related incidence showed that 
females were less likely to be Involved in road traffic 
accidents and this was the cause is only 8 percent of the 
total cases. 

It was noted that road traffic accidents were a 
more frequent cause of injury in fractures of pelvis and 
lower limbs e.g in fractures of pelvis. Femur and leg, this 
was the cause in 68.3 percent, 46 percent and 52.4 percent 
respectively. Fall was the common mode of injury in bones 
and joints of upper limbs and spine e.g in case of Radius 


of age 38.8 percent and more 



VoofTotal 

Sex 

Residen 

Cause 

Side 

Type 

lAI 


Dislocation 

M ; F 

R : U 

RTA :0 

R : L 

S:C 

Percent 

Shoulder 

35.2 

17.5:1 

0.4 : 1 

0.8 I 

1 

0.7:1 

37 : - 

2 7 

Elbow 

2.3 

3.5: 1 

2.2 : I 1 

63: - 

I : 1 

24 : 1 

r 

Hip 

12.4 

3.3 : I 


0.6 :1 


13 : - 


Ankle 

7.6 

7 : I 

1.7: I 

0.6 : 1 

1.7: I 

0.6 : 1 


Others 

21 

3.4: 1 

0.6 : 1 

0.3 : I 


1.4 : I 

- 


w K = Kurai, u = uri 

for 25.5 percent of the total associated injuries 
fractures and dislocations. 
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and spine 55.8 percent. Of 

"46 6 percent were caused by fall and 39 

.he^dj^f“;;°"ausedb;,n>fficaccidents. 

Discussion . . of fractures and dislocations in 
TheEpi j- j 11,5 general impression that 
this X'Ccommon and .ha, upper limb 

dislocations are ry^^^ hmbs and 

iejuries af '^^areh for the bones most at risk of 
axial skeleton, m ^ the most 

f tv^ed »d by Ulna. Femur, Fibula 
commonly bones, Clavicle, Spine and 

Humerus, Hand _ ’ | fractures of spine are relatively 

pelvis. Although frt ^ ^ j j jej 

uncommon accou 33 

it complicated by spinal cord/root injury and 

f'^'"“ 7 .h«e fractures occured in the young adult group, the 
n,„stofihese fra t I ^e immense . 

nnanajal.a"’^inimize the risk of such an injury should be 
investigated a distribution in this 

^n vears of age of both sexes which accounted for 
‘ 1 ^" ^r? percent. Females in general and adult females 
cular were the lower risk group. This can be 
Dined bv the fact that vast majority of females in Kathua 
"mDare housewives and they spend little time outside 
ihe r homes. More serious types of injuries were caused by 
bla u followed by road traffic accidents which accounted 


epidemiology 

for 1.8 percent and 36 percent respectively. In Kathua and 
Jammu road traffic accidents are a major community health 
problem. The advances in health care made the actual 
management more efficient, but there is a great need to 
work on preventive measures. 

CONCLUSION 

The pattern of skeletal injuries in Kathua has 
shown that dislocations are uncommon, the radius and tibia 
are the most frequently fractured bones, a young adult male 
is the person most at risk of an injury and children of both 
sexes are the second age group most commonly involved. 
Research and implementation of methods to prevent and I 
or minimize these injuries is needed. 

There is also need for improving the basic 
infrastructure at District level Hospitals so that number of 
Referrals is decreased. 

Infrastructure inform of at least three Orthopaedic 
Surgeons at each Distt. Hospital where incidence of fracture 
is at least more than 500 fracture patients per year. 

There should be fully equipped operation theater 
to deal with orthopaedic emergencies which includes: 
External fixators, Inter locking Nailing systems need less to 
say the routine plating and Nailing systems and last but not 
the least a Image Intensifier. 

There is need to have high way petrol and 
ambulances to shift the patient of Road Traffic mishaps 
which are frequently occurring on National Highway. 
These ambulances may be connected to Distt. Hospitals and 
Medical college through mobile phones. 

There is a urgent need to set up a Trauma Center on 
National Highway especially at Kathua seeing the 
magnitude of Trauma. 
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Shamshad, B.A. Dabla 


traditions, day to day liVing sviTh minima f 

communication with ou side WCTld Z raved ild Z "’= Pf^sage of time, the 

andweqrnrk:=*ch«^;r .kl! ^ ^ improved and with many invasions from outside world' i.e. from north smith 

life style, etc. ’ in Kashmirandso was its impact on thinking of peopleand 

Ayul^tda"ZZT'l'idZaZ°'‘'‘'’ '1'= i" Kashmir has undergone a sea change over the ages 

Ura^Zd Tibb svst’emfof mld-^" " Naturopathy were mostly practised in ancient times. In dte 14th cenZ 
SZAbideZwls ShaL^ Rh Z '‘'“"S '^i>h Ayurveda, the great physician who cured the ki^g 

towns of KashZZofhe^h ' 5“""® ?a.n-ul-Abideen times, there were many hospitals in Srinagar and 

Bates Remarks The profession. Writing about the practice of Hi^at in Srinagar city 

nn herhc son succeeds the father in his practice. The medical knowledge of Vedas and Hakims was based 

diseZVThZZsalsoZl^‘'‘'''Z'^‘^ Z*" herbs, which they used to cure certain 

a . of men and women who eked-out their existence by applying leeches The women 

KashmirZ'ri ® ra eflfective remedies which they shared with their neighbours. The people of 

(LawZcel gos 'thZ '’P'''^"' -"d educate'^ Zp^^ 

Zw ZheH '° Lawrence 1895. one had to walk deep in the stinking Lsh when 

ncri.Z Z " JP!''"^ to cross the roads. Due to cold climate, the incidence of infection is less, but oZ infection 

Ze iZh ' of epidemics. Apart from these local factors, the attitude of the people was unhelpful 

The Kashmiri people being very traditional, had a deep hold over the all kinds of superstitious beliefs. The spread of 

nrZnt normally ascribed to the will of God; so instead of obtaining any medical aid and recourse to any 

dZZaZTZZ’h 4 ’’T V®"' '’°'y g®''^ <='>^^5 and amulets to be 

Zk^n Zhh with water and taken orally. Hindus felt elated when small pox came to their families 

060 ^^^^” if^-^ performed Pujas as remedial measures. Till late into 20th 

century, many Kashmiris were hesitant to get vaccinations done. 

.riJ? Of nineteenth century, the western education and Allopathic medical knowledge began to 

trickle in the valley after Christian missionaries came to Kashmir. People began to leave superstition Ld cLe to 
know about preventive medicine and opted for treatment by trained doctors rather than by holy men. Still fora long 
IT:.' 1 village folks remained submerged in superstition. The western medical practice was brought to the 

e> in *he year 1 864 by Dr. Elmslie, but there being no hospital in the valley at that time, he worked in the open 

ChnTrT Theodore Maxwell in 1 872, who got land for hospital at Rustam 

Ghan at the foot hills of Shankracharya hill. The famous Neve Brothers, the British missionary doctors worked in 
this hospital and became a legend in their lime. It was due to these two brothers Dr. Arther and Dr. Ernest F Neve 
who brought modem surgery to the valley. It was because of Dr. Elmslie appeal that Miss Fanny Butler MD 

rh^mpmh Kashmir and started to work among women in Kashmir. She was 
InTh T u"® Zanana Missionary Society. She worked successfully for nine years at Srinagar 

and hen died m 1 889. In the year 1 890 Dr. E. Neve started the Leper hospital for the Government on the shores^ 
Dal Lake and mariaged it for the state. By the year 1 882-84, there was a Sadar Hospital in Srinagar, dispensaries at 
Maharaj Gang and Ramawan and branch dispensaries in all districts. Diamond Jubilee Zanana Hospital for women 

Hin hT«T started by 1897 and Cottage Hospital for European people at the foot hills of Shankaracharya 
Hill by 1891. Church of England Zanana Missionary Society Hospital exclusively for women was established at 

Rainawari in 1908 and at Anantnag in the year 1909. Among the lady missionaries whose dedication to the cause of 

women s health earned approbation were. Miss Butler, a lady doctor. Miss Irene Petrie and Miss Robinson, trained 
nurses, who laid down their lives on duty in the valley.” Miss Kate Knowles was yet another noble doctor who 
earned deep affectedion for her services to the women of Srinagar. 
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The other 

was first Chief Medical OfTicer , | ^hand was the CMO. A state of art X-ray plant was installed 

°f‘^7'^irn1fa!tThe ;:ar.9?3"7anda“ opened in Januaty 1930, a sanatorium for T.B. 

in Stidsr rio5pii«> ^ ^ i 09 Q 

patients was started in Tangma^rgcyl^ department of the State Government. Several 

P The year 1 940 was ?ac'litieVto the people of State were introduced. These schemes 

important ' n'^of two large hospitals one each in Jammu and Srinagar comparable with best Medical 

included laying of foundation stone ceremony of the Srinagar hospital was laid by Marquis of 

hen Viceroy^ on October 1 5. 1940 and finally opened by another Viceroy Lord Waved on 

' 'Vh^^dutafionaTposition of Kashmiri woman was backward. The education imparted to them was largely of 
1 MS Ch^rlc°er e'^ucation in the valley was restricted to the upper classes and was meant for the boys only. In 
celigious characte . population, only one was literate in 190 1 and three in 1921. There were, some social and 
every 1 000 of ^ '/'"“ P.P :^er and greater progress in education of woman. The reason for reluctance on the 
economic causes g ^ ^ters to school was that they were required to work in the house and help th^eir 

mers especillly if there was a large family to look after and also, the parents reluctance was seen when they 
r’oL a «v their daughters from the schools as soon as the later reached to a certain age. This tendency was 
IncLraged by the custom of early marriage. The most important factor was the conservative attitude of the people 
' H theifoen^ral indifference to the education of females. It was the women of Kashmir, who more than the men, 
r„ 4 lred oro-ress on account of their ignorance and superstition. The economic reason tn the way of women s 
"^cation included, the poverty of parents. They preferred to spend on the education of their sons rather than 
Lvahters which they considered more important from the economic point of view'. Parents also thought that 
education svas not necessary for a girl, she has to function as a wife and a mother as well. Such domestic education 
she was supposed to get at home from her mother. 

rhanfiesamongthe Kashmiri Women , 

The position of women continued to remain the same for centuries. It is believed that the conditions in Kashmir 
in lienera! and the Kashmiri women in particular started undergoing change from the early decades of the 20th 
century Two major factors were responsible for the initiation of this broader and deeper change. First, at the 
endo«eneous level, the society was changing due to the emerging political consciousness, expanding modem 
education, spreading of cultural awareness, deteriorating economic conditions and large scale social awakening 
created a situation in which women felt concerned about their position, especially their role and status in and out of 
family. Second, at the exogenous level, there was a strong impact of the process of Neubrem ization which refers to 
the process of impact of the outside/alien cultures and other developments on the inhabitants of Kashm ir'. 

The western society encouraged women to come out of their homes to earn like men. Kashmiri women, like 
women in other places, too were being affected by these changes. The mass change among Kashmiri women 
started from early 20th century. While the upper class women responded early and fully to the changing processes, 
other women belonging to lower socio-economic groups responded the change very late. 

The women were deprived of their rights, but reminded of their duties. But with the changing times, the role of 
women changed from only a child bearing and rearing machine to the bread earner too. Due to the rapid growth of 
industrialization and modernization, urbanization, development in the field of transport and communication, 
improvement in science and technology, not only new roles for the women emerged, but also new social norms 
and values developed. The women started getting education and showed interest in the political and professional 
fields. Besides, the other areas of social living, they began to come out of the domestic spheres and took 
professional roles outside their homes. This helped them to realize their potentialities, broaden their outlook and 
create a new meaning for themselves. The traditional role of a house wife gradually evolved into the dual and more 
fulfilling role of professional working wife and thus housewife, at the same time. 

Thus the Kashmiri women have untfergone a significant degree of change in the fields of education, 
profession, nutrition and health. Education including technical and professional education started now for women 
from primary to university level. They started to be employed in services, establishment, offices and professional 
and technical occupations’. They have now entered into occupations and professions formerly practised and 
dominated by men. Consequently, more and more Kashmiri women have not only stepped out of their traditional 
roles to slip into the world of work but have silently and surely made sizeable in roads into the traditional male 
bastion '. Education, economic liberalization has thrown open a new world of market opportunities for women 
which has played a great role in bringing the women of Kashmir, to adopt Medical Profession for the last more 
than two decades. Now women are awakened to their talents and realize the social responsibilities. Women are 
aware of the new trends and their own rights. The important reasons for their adopting the medical profession are 
their desire for higher status, economic self sufficiency utilization of individual talent, secure equality of status, 
self confidence, satisfaction, development of potential and personality. Besides, the educational status of parents 
has motivated the women to adopt medical profession. The changes in their positions and roles have brought along 
with them changing attitudes, changing behaviour patterns and the emerging problems related to medical 
profession. It is mostly through women's own talent, scientific knowledge and attitude, highly excellent academic 
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j''0'^enoftodayhavereachedthe^presem^'^^ including Medical Profession, that the 

the professional education was started valley to adopt medical profession. Gradually 
en^uraged to receive religious and general education generally meant for boys only. Girls were 

performance of their domestic roles This tenHi^n^o stated that the women were suitable for better 

education in increasing number. The women of altogether and consequently women received 

acquired knowledge and finally got encouragement developed an interest in medical subjects and thus 

economic status of the parent^ motivated th^e women profession. Also, the educational and 

reasons were that the image of Medical Profe^ci,!!!’ of Kashmir to choose the medical profession. The other 
Profession motivated them towards it Rec.H*^ ??• ^ opportunity to earn a large Income in the Medical 
mobility and the potential and desire to sense of individual talent, aspirations for upward social 

Medical Profession. competence motivated the women of Kashmir to enter into 

Professionals wereT^y^espeVted^a^ndT^^^ towards the medical profession was the fact that Medical 

of the need of the health care for genera wZrn^^K Kashmiri society. The general awareness 

towards the Medical Profession The gHnrJI' 

responsibilities towards society Latelv thro.iph mp?r awareness among women led them understand their 
society towards the Medical Profession Thf n^!n advertising agencies led the women of Kashmiri 

contributed to change their mind set and niill#>H^h began to think on the modem trends of professions also 
and thus allowed their girl child togo for medical traditional rigidity of keeping the women indoors 

achieve the medical de^ees even hioher ^ n outside the state and also outside the countiy to 

women for Medical Profession has been cref ted Tif ' ^ favourable atmosphere of training the 

towards society has deveirned ^ of responsibility among the women 

women medics at present. areness. The sense of being respected by the society is felt by the 

were"coming ‘mKisW « distant dream. Some foreign medicos 

number rKalhlvltomen S s w^a^^rn "priS^m 

Srinagar the Slate was iinH#*rart;no a haae, ^ ‘ establishment of the Government Medical College 

and had to grant heavy loansfo them The^nfluenre 40-50 candidates to other medical colleges in India 

of people and betteTcommunicatinn t ^ ofmodem education, increase in literacy and standard of living 

begfoning in the yea^ ^9“e *he state had it! 

JhSum (^e preseniLD HosohairV^f. on the Banks of river 

simaied here wen Q The first Principal of the Institution was Dr. G. V. S. Murti whose office was 

were also situated hL. Science Departments of the College were Anatomy. Physiology and Biochemistry 

Mot^i^m^d! PHr^e Mlnfster^n&K 1959'frKtran inaugurated by Mr. Bakshi Ghulam 

full fledged Medical Collep#. anH h^c ^ *1’ which ultimately started functioning as 

degree buralso eve^^s t^^^^ thousands of medicos till date. Not only medics with M.B;B.S 

bafch of students ad^nitted in the^rn postgraduate medicos/medics manning the various specialties. The first 
graduate 'mden^ca^fom^^ ' «ates The first batch of 

irinagar were Dr ^^veemrAk^eV^' "’^dtcs who qualified from Government Medical College 

medical profession The wompn nra t v edical College, a little number of Kashmiri women entered into 

for ft! T patients had to rely upon the male medicos 

rvnl. of their disease. In early 1980-s the female medics always would choosrObste^ 

PinnZ.^ h • (1/ a3u/oremaies. 

PioneerKashmiriWomenAchievers in the Medical Profession idccoiogy. 

the meraVfield"^ Therl'^'^’r^ enormously. There is a technological revolution in 

that today, there are women doctors' .r^l^facl^medfrir"’'" 

admTnltatora served with distinction in the medical profession. Women doctors have become great 

seTc^tote S"'' Women locT^rs^are con;Thuting°e\^S 

'5“'?"’'" too started going for medical studies in late 40's One of the first 

w. ^ LMP followed by Dr. Sheela Razdan M B B S 1 948 Dr Shanta 

Bhargava 1949, Prof. Dr. Gauri Bazaz Malik M.B;B.S. MD 1950, Dr. Prabha Gan^ M.B;B S 1952. Dr 
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K^R-ns 1954and Dr Shanta Raina. Most of these doctors were manning ihe Obstetrical part 
and Dr.GaunBazaz -u„i5H women medics who have made the name in the medical profession were. 

Someofthe ^^'^v r^r NaveemaAkhtar (Pathology ), Dr. Vimla Dhar( Pharmacology), 

Dr. ParveenChisti (Pathology), ^ y , , j (Pharmacology) Dr Veena Amla ( Pharmocology), Dr. 

Dr.Nirmal Raina Pharmacology) Dr Z. Je^an. Hak (Physiology HOD), Dr. Leela 

Haniida Buch Kachroo ( Obst & Gynae ). Dr. J. A. Naqashbandhi (Gynae and Obs), Dr. G Dhar (Gynae 

Choudhary, Dr. Sheela rovnae and Obs) Pr Dr Bilques (Gynae and Obs) pr. Dr. Phoola Koul 

A^ShUology)^^Dr Chuni MaiziL (Anaesthesiology) Dr. H. Bingri became the Director of Health Service 

Kashmir, Dr. pu°suinrth'^°r career studies in various medical institutions of the 

state'" MrnrKa" h"oLnmedi^ have till recently come back after achieving medical degrees from national 

and foreign medical institutions. 
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J L Problems of women's Education, In: Women's Education A conceptual Framework, A R H. 

PiihiishinaCofporation, New Delhi: 168-1 70. , ■ > 

Dabla B. A. Changes Among the Kashmiri women. In: Working women in Kashmir, Rawat Publications, Jaipur: 

Working women in Kashmir, A. R H. Publishing Corporation, New Delhi; 2002: 15. 

Abuquerque U, Careers for women. In: Manoroma year Book, Moiayala Manoroma Publishers, Molayalum: 

M^donT^N The Image of the profession. In: Doctorsond society, VikasPublishlng House, U. P: 1980:275. 
Norendron S. Women Achievers In the Medical Field, In: Beyond the Threshold Women on the move, B. R. 
PublishingCorporatioaDelhi: 1995; 151. 


• • • 


' « » MM * 




Tel: 0194-24757Z3, Mob: 9419074233 

DEEN AND DEEN FINANCIAL SERVICES (P) Ltd. 

Land Mark Shopping Mall, Karan Nagar, Srinagar, Kashmir 

Near Dr. Allaqaband’s Clinic 
Share Stock Sub - Brokers* 

Re0istered With Securities & Exchange Board of India, 

National Stock Exchange & Bombay Stock Exchange 

Where You Can 

ie Invest in shares of Blue Chip Companies engaged in sectors like 
Information Tech. (IT), Infrastructure, Media, Banks, Metals etc* 

2. Invest in National & Multi National Mutual Funds of repute. 



25000 

20000 

15000 

10000 

5000 

0 


Sensex 


15600 


XXX Orowtti Fund 
62.86 


oeSE 100 Return 
60 32 


1 

! 

i 

i! 

i! 


10600 


6400 


8600 


|20 12.98 


2004 2005 2006 2007 

Years 


flH46.36 



1 

34 30 

33 63 

1 1 

1 

1 

. V . J 



16 79 


J 


Last 1 Year Lar»t 3 Year Last 6 Year 
% % V,. 


13 71 


Since 

Inception 


Investment In Shares and Mutual Funds is subject to market risks 
* Sub* brokers of LKP Shares and Securities P Ltd. Mumbai 



• • • 









JK« Practitioner Vol, 14. No, 2, April-June 2007 













students page 


VITAL STATISTICS IN PULMONARY EMBOLISM 


Tabassum Parvez HD. 

(PE : Pulmonary Embolism) 

Pulmonary Embolism 

• Annual incidence of PE = 650,000 cases in USA annually 
nc^ence Rate : l>n4 l 8or 0.24% or 650,000 people in 
USA 54, 1 66 /month, 1 2,500 /week, 1,780 /day ,74 /hour 

01/ per miriute, 0 / second. Estimated 8.96 post operative 
P. E. occurred / 1 000 surgical discharges 

mortality statistics for 

PULMONARY EMBOLISM 

750 / month .173/ week . 24 / day . I / per hour^ 
Deaths = 9000 /year 

Death rate extrapolation for USA = 9000 /year 
0/minuie, 0/second. 

HOSPITALIZATION FOR PULMONARY 
EMBOLISM 

66 % of Pulmonary Embolism required hospital admission 
m England in 2002 2003 ( Hospital episode Statistics 
Department of health in England) (2002-2003 ) 44% of them 
were men and 36% were women. 91% PE required 
Emergency hospitalization., 11.5 days mean hospital stay 
for PE in England in 2002-2003. 64 was the mean age for 
Pulmonary Embolism Post operative Pulmonary embolism 
in hysterectomy cases studied for 
two year at Abbotabad Teaching Hospital and Ayub Medical 
College, was seen as l.26%(4outof44cases). 

1 Pulmonary Embolism is considered to be the 3rd most 
common cause of death. 

2. Causes more deaths than Aids and Breast Cancer 
combined. 

3. Experts believe It may contribute more than 100,000 
peryear. 

4. Can effect young, fit and healthy people. 

5 . Often starts as a pain in the leg that does not go away. 

6. Once clot is mobilized . death is imminent. 

7. Caused by sitting cramped for a long time on bed, 
driving, flying. 

PHLEBOTHROMBOSIS AND PULMONARY 
EMBOLISM 

Inspite of much research and publication remains 
dangerous and fatal complication of any operation 
Single most lethal factor in post operative mortality of 
Gynaecological specialty. 

One fatal puInTonary embolism occur in 1000 
abdominal hysterectomie 
though unwelcome figure. 

Vaginal hysterectomy reported to have greater 
immunity than abdominal 
hysterectomy . 

Fatal Embolism seen to occur even after simple Dx. 
Curettage. 

CAUSATIVE FACTS: 

I . Venous stasis : Static posture , confined to bed, lying on 


their backs, bed clothes firmly lucked on lower limbs 
with minimum freedom of movement, 
sitting immobile on a chair with popliteal veins at 
right cnngles to seat comprcsse.s leg veins in lowest 
dependant position. Remedy is walking with active 
movement of muscles. 

2. In Anaesthetized patient dead weight of 
anaesthetized limbs act as compression and 
obstructing force. Operation itself genesis of post 
operative phlebothrombosis. 

3. Alteration in blood coagublllty : Increases in platelet 
count, decrease in clotting lime, decrease 
fibrinolysis after operation. This defense mechanism 
is natural to counteract trauma of surgery. Increase 
blood coagubality as a response to injury, which acts 
by liberation of thromboplastin leading to DVT. 
Myocardial , Coronary and Cerebral thrombosis. 
Blood transfusion also increases blood coagubility, 
so a gap of few days ( a week ) should elapse between 
transfusion and operation 

.PATHOLOGICALPROCESS 

DVT in veins of soleus muscle where there is a series 
of vascular arcades and near the upper end of the 
thigh a confluence of large veins. 

The thrombus gets dislodged and via venacava and 
right side of heart goes into the pulmonary arterial 
tree, depending on size and position of thrombus, 
different clinical pictures may be developed for 
example. Chest pain , Dyspnoea. Cyanosis, Plural 
rub. Pleural effusion. (Rt.) Ventricular strain. (Rt.) 
Bundle Branch Block. Thrombus rapidly grows . is 
friable, no local internal reaction because it is an 
aseptic process, no constitutional symptom or sign at 
first. Fatal pulmonary Embolism can occur even 
without a single symptom or sign and inspite of daily 
examination of lower limbs. 

DIAGNOSIS 

Slight increase in temperature, pulse rale after 3rd 
Post Operative Day pain and itching in lower limbs, 
may on examination reveal a tender calf 
muscle, popliteal area or thigh. Dorsiflexion of ankle 
( Homan's Sign ) elicits pain , very reliable screening 
by ultrasonic detector or thermograph. Radioisotope 
injections and phlebography to confirm Dx. 

PROPHYLACTICTREATMENT. 

1. Low mol weight dextrin infusion to decreases 
viscosity and sludding. 

2. Low dose with Heparin subcutaneously. 

3. Leg bandaging with early movements and 
ambulation. 

4. Physiotherapy pre and post operatively. Regular 
exercise , regular breathing. 
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■^oagulant Heparin 10,000 units / 4 hourly i.v. 

nice control is established, oral anticoagulant sodium 
Warfarin most popular agent In 

hleediiie Antidote is protamine sulphate 4-5 ml 
rounteract 10,000 units of Heparin. In case of dangerous 
hemorrhage . Fresh frozen plasma to restore clotting 
mechanism to normal. Other used are streptokinase ( 

fibrinolytics). 


students page 

Catheterization to the site of Embolus and injection of 
Normal saline at the site via it to break down or 
dissolve the clot. 

IN MASSIVE PULMONARY EMBOLISM 

Pulmonary embolism using the “Smash and grab” 
Trendelburg’s technique in who do not die but fail to 
respond to conservative treatment, though certainly 
lethal procedure. 
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with best compliments from: 


CAULSON & CO 


BRIDGE, SRINAGAR, KASHMIR TEL#: (□) 2472 145 

(R) 2474355 

E-mail: CAULSON@vsNL.caM 



Avftiopiesd Qsdisps of: 

Johnson & Johnson Ltd. 

Ethicon, Codman, Endo, Hospital Products, Ortho & Ethnor Divisions 



Stryker Products (USA) 


Manufacturers of 

Laparoscopic, Arthoroscopic & Sinuascopic Equipments 

& 

Equipments for all Types of Orthopedic, Neurological & Spinal Surgeries 
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Sub District hospital Tangmarg is a small beautiful hospital 
incated in the north of Kashmir valley in the lap of world famous 
murist resort. Gulmarg. It is a 30 bedded hospital with capacious 
lawns maintained by Gulmarg Development authority. Once upon 
the famous sanatorium of valley now caters to a large population 
and is guarded by tall slendery pine and deodar trees. 

The people in this part of valley are poor and have hard 
access to tertiary care hospitals in cities. In this regard Directorate 
of health services Kashmir came up with the programme of 
upgrading the infrastructure of this hospital and making necessary 
fadlities available in this hospital to cater to the medical needs of 
the patients of this area who otherwise had to travel long distance to 

cities for the same. , , u, ■ .u- 

Laparoscopic system of surgery was made available in this 

hospital in September 2006.The surgeon, paramedical siafT and 

other personnel were trained to carry out the laparoscopic surgical 

procedures in this hospital. In this behalf a laparoscopic conference 

at SDH Tangmarg. first time in niral area was sponsored by 

directorate of health services Kashmir and organized by Dr 

Mushtaq Chalkoo MBBS. MS, and FMAS. Consultant 

laparoscopic surgeon. Tlie agenda of conference under title 

“LAPRO-2006‘’ was a live operative workshop in which many 

laparoscopic surgeries were performed. Prof Muneer Khan, HOD 

department of surgery. SMHS hospital performed Laparoscopic 

Cholecystectomy and laparoscopic appcndicectomy. 

Dr.Deep God, consultant laparo.scopic colorectal surgeon 

Sir Ganga Ram hospital New Delhi performed laparoscopic mesh 

hemioplasty and demonstrated minimal invasive procedure for 

haemorrhoids, a latest technique for piles. Among other guests were 

the faculty members, postgraduates and registrars from SMHS, 

faculty from GMC Jammu and SKIMS. 

Many surgeons from field participated in this conferenc. It 

w'as a mile stone in rural health. Since then laparoscopic procedures 

are routine in this hospital. The chief medical officer Baramulla 

inaugurated the function and distributed the momentous among the 

surgeons and the Participants 

We have taken the dream of laparoscopic surgery to rural 
area first time in J&K State and in fiiture advanced laparoscopic 
procedures will be possible in our small sub-district hospital 
Tangmarg. 


Dr. Mushtaq Chalkoo 

MBBS. MS, FMAS 
Consultant Laparoscopic Surgeon 
Organiser "LAPRO-06” 

Email: - mushtaq_chalkoo@rediffrnail.com 
Cell No. 9419032292.01942108415 
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PROFESSOR MUNEER KHAN. HOD SURGERY SMHS HOSPITAL. 

DR N.A SALROO & DR NIGHAT CHAIRING THE SESSION FOR OPERATIVE 
WORKSHOP 



DU 1)1 I LO.NSLtlA.''! tOl.OKt.ClAL 

L \R\KOSCOPIC SlRGfcON 

SIRC.\.VO\R..\M HOSPH ALNEW DKI.HI PERFORMING 
LAPAROSCOPIC MESH HERMOPL NSn 
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